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Abstract 
The present research was derived from a Cognitive-behavioural model 
that conceptualises chronic pain as a subjective complex experience 
maintained by an interdependent set of biomedical, psychological and 
behavioural factors. Furthermore, it was conceptualised that chronic 
pain sufferers experience many pain related losses and that grieving for 
such losses may inhibit patient compliance with a pain management 
program. If such grief is addressed, energy used in grieving may be 
liberated to increase patient compliance and motivation. The aim of 
the present study, therefore, was to examine to what extent the role of a 
grief resolution program component would enhance a concurrent 
cognitive program. Using a 4X3 repeated measures design, 60 
subjects in equivalent groups of five were randomly assigned to four 
treatment programs: Cognitive+Grief (C+G), Cognitive (C), Grief (G) 
and attention Control (AC). Each treatment group received a 1 1/2 
hours session twice weekly for six weeks. Multivariate analysis of 
dependent measure results indicated that the Cognitive+Grief group 
significantly reduced its negative thoughts when not in a pain flare-up, 
compared with the Control group. It also significantly increased its 
life control when compared with the Grief group and its use of coping 
XIX 
self-statements when compared with the Cognitive and Control groups. 
Furthermore, it significantly reduced its cognitive distortions when 
compared with the other three treatment groups. At the 6 month 
follow-up the Cognitive+Grief group emerged with the highest 
functional and adaptive profile. These results suggest that the grief 
component may have exercised a positive synergistic effect on the 
other treatment components. Concurrent with patient improvements 
in self-efficacy beliefs, family/significant others appeared to have 
reduced their support and solicitous responses and increased their 
punishing responses for all groups. Across all treatment groups, back 
pain, high life stress and ongoing insurance claims were related to 
increased negative thoughts. Increased age and pet ownership were 
related to improved mood. Discussion of suggested future research 
areas focussed on optimum time for offering the intervention, program 
adherence, relapse and long term maintenance of treatment gains. The 
future development of a relapse prevention model embedded in a 
broader model of change was also discussed. 
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Chapter 1: Introduction 
Part 1: The Effects of chronic Pain : A Review 
1.1.0 Overview 
This chapter begins with a brief review ofthe epidemiology, 
definitions and theories of pain. It then describes different types of 
pain from acute through to the chronic pain syndrome and biochemistry 
of pain. This is followed by a discussion ofthe correlates of pain 
perception such as perceptual, personality, psychosocial, mood and 
cognitive variables. Following an overview ofthe theory and function 
of chronic pain assessment and measurement, chronic pain therapeutic 
interventions and related research are reviewed. The role of grief in 
the chronic pain syndrome is then introduced and, finally, the aims and 
specific hypotheses ofthe present study are outlined. 
1.2.0 Epidemiology of pain 
Chronic pain is a very common health problem. It has been 
estimated that 80% of all visits to doctors involve pain-related 
complaints and that the demand for pain relief is frequent (Bishop, 
1994). In the Western world millions of people suffer from arthritis, 
migraine headaches and low back pain and tens of billions of dollars 
are spent annually on pain relief (Turk, Meichenbaum & Genest, 
1983). Pain also results in the loss of more than 100 million work 
days each year (Bonica, 1980). It has been estimated that back pain 
alone costs society over 17 billion dollars per year in direct costs 
including the cost of medical care and time spent from work and in 
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indirect costs such as income loss from leaving work to care for a sick 
family member (Kaplan, Sallis & Patterson, 1993). The prevalence 
and cost of chronic pain in Australia is not known. In a preliminary 
study commissioned by the Australian Pain Society it was estimated 
that the annual cost due to use of health care services, loss of 
productivity, compensation and related factors to be around 300 billion 
dollars (National Health & Medical Research Council, 1988). 
1.3.0 Definition of Pain 
Pain is an experience with varied psychological and physical 
consequences. Because it is such a complex phenomenon there have 
been many meanings ascribed to it throughout the ages. For example, 
Descartes described pain as a specific sensory phenomenon. He 
postulated that a particular pain system transmitted messages from skin 
pain receptors to a pain centre in the brain (Young, 1991). Such a 
simple stimulus-response definition of pain implies that surgical 
interruptions to pain pathways should stop pain. However, this is not 
always so. Neurosurgical lesions to abolish chronic pain have often 
failed, resulting in the pain returning and sometimes even increasing in 
intensity (Weisenberg, 1977; Melzack, 1991). 
Merskey's (1968) definition of pain as an unpleasant sensory and 
emotional experience associated with tissue damage attempted to 
overcome some ofthe difficulties ofthe simple stimulus-response 
definition. However, not all pain originates from organic sources. 
For example, psychogenic pain has no apparent organic basis. 
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Sternbach (1968) defined pain as a complex phenomenon which 
referred to a personal sensation of hurt, a harmful stimulus resulting 
from tissue damage and a pattern of responses which helped to protect 
the organism from harm. However, Melzack (1973) has suggested 
that this definition of pain is still inadequate because it does not 
account for pain as both a sensation and an emotional motivator that 
can lead to escape and avoidance behaviour. Furthermore, the 
definition of pain as a reaction to actual or impending tissue damage 
implies that the greater the tissue damage, the greater the experienced 
pain, a relationship not supported by Beecher's (1956) study of 
wounded soldiers. In addition, pain such as causalgia (a burning pain 
associated with nerve damage by high-velocity missiles) can remain for 
months after actual tissue damage has healed. Such diversity of pain 
reactions demonstrate the complexity ofthe pain phenomenon. 
Pain appears to simultaneously involve sensory, affective and 
cognitive phenomena (Melzack & Casey, 1968). The contribution of 
these three dimensions differs according to the type of pain, a fact that 
has been accepted by the International Association for the Study of 
Pain (I ASP) (1986). The I ASP' s definition of pain is 'an unpleasant 
sensory and emotional experience associated with actual or potential 
tissue damage'. However, while this definition includes the idea of 
noxious physical stimuli impinging upon nociceptors (the sensory pain 
receptors) and the involvement of affective factors in the experience of 
pain, it does not address the issue of pain behaviours or learned 
responses that can be involved in the maintenance of chronic pain 
(Young, 1991). 
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Thus, no single definition of pain is adequate. Rather, pain must 
be conceptualised as a complex phenomenon. Such conceptualisation 
has given rise to a number of pain theories. 
1.4.0 Theories of Pain 
A brief summary is given of theories of pain, ranging from the 
early Greek theories of Aristotle through to Descartes, specificity, 
pattern, gate-control and the latest neuromatrix theories. Finally, the 
complex operant conditioning and cognitive-behavioural chronic pain 
models are reviewed. 
Ideally, theories of pain endeavour to account for the range of pain 
phenomena. Historically there have been many theories of pain, from 
Aristotle's view that pain was an emotion to Descartes 
conceptualisation of pain as a sensory-physiological phenomenon 
(Turk & Rudy, 1986). This view developed into two models, the 
specificity and pattern theories of pain. 
1.4.1 Specificity theory. The specificity theory proposed that 
injury activated specific pain receptors and fibres (A-delta and C) 
which then projected pain impulses through a spinal pathway to a pain 
centre in the brain (Melzack, 1991). Because the experience of pain 
was equated with peripheral injury it was thought to be proportional to 
the actual physical injury or pathology. However, such a theory does 
not account for such anomalies as patients' experiencing varying 
benefits from identical treatments and the failure of surgical 
procedures, for example, the disruption of putative pain pathways 
(Turk & Rudy, 1986) to relieve pain in the long term. It also does not 
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account for the possible role of psychological factors such as 'past 
experiences', the 'meaning ofthe situation' or 'attention' in the 
experience of pain. This theory, therefore, is inadequate (Bonica, 
1974). 
1.4.2 Pattern theory. In an attempt to overcome some of the 
above specificity theory difficulties, pattern theory proposed that the 
experience of pain was the result of certain patterns of nerve 
stimulation (Bishop, 1994). Two major versions of pattern theory 
have emerged (Melzack & Wall, 1988). The peripheral pattern theory 
suggests that pain is the result of excessive stimulation in the 
peripheral nervous system area which in turn produces a pattern of 
stimulation that is then registered in the brain as pain. In contrast, the 
central summation theory suggests that the abnormal stimulation ofthe 
sensory nerves, after damage to the peripheral nerves, results in the 
excitation of spinal cord 'reverberation circuits' which in turn bombard 
the spinal cord transmission cells with intense stimulation which is 
then interpreted as pain (Melzack & Wall, 1988). 
1.4.3 Gate control theory. Melzack and Wall (Melzack, 1991) 
have rejected both the specificity and pattern theories as not adequately 
accounting for pain phenomena. They proposed a gate-control theory 
which incorporated both afore mentioned theories by emphasising the 
importance of both the central and peripheral nervous systems. In 
addition, they attempted to account for psychological influences on 
pain experience, by suggesting that cognitive-evaluative and 
motivational-affective factors interacted with sensory experience to 
produce pain. 
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Conceptually, the gate-control theory postulated a dorsal spinal 
gating mechanism situated in the substantia gelatinosa. Here, sensory 
input is modulated by the balanced activity of A-delta and C (small 
diameter) fibres and A-beta fibres (large diameter) which open and 
close the gate respectively. In addition, cognitive processes can also 
open or close this hypothetical gate (Weisenberg 1977). However, this 
proposed differential response ofthe large and small fibres has been 
challenged by a number of researchers (e.g., Dyck, Lambert & O'Brien, 
1976; Nathan, 1976). Melzack (1991) himself admits the inadequacy 
ofthe gate-control theory to explain phantom limb pain and has 
postulated a more recent neuromatrix theory in which the origins of 
pain lie in the brain. This emphasis on pain as a perceptual as well as 
sensory phenomenon has received much support (Turk, et al., 1983) 
and stimulated a multidisciplinary view of pain for research and 
treatment purposes. 
1.4.4 Operant theory. A further theory that has had a major 
effect on current conceptions and treatments of pain is Fordyce's (1976) 
operant conditioning model. According to this theory, clients' 
communications of pain are all that can be known. Therefore, because 
pain is behaviourally manifested, it can be subjected to reinforcement 
and thus manipulated by the responses of others, for example, family 
attention and financial compensation. However, a major criticism of 
this theory is that it ignores affective, cognitive and, to some extent, 
sensory aspects ofthe pain experience (Turk & Rudy, 1986). 
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1.4.5 Cognitive behavioural theory. In response to the 
limitations of some ofthe aforementioned pain theories Turk et al. 
(1983) have developed the cognitive-behavioural model which 
emphasises the cyclical, longitudinal impact of pain and the interaction 
ofthe sensory, cognitive, affective and behavioural aspects of both the 
experience and the treatment of pain. Pain patients' attitudes and 
beliefs interact reciprocally with their emotions, sensory experience 
and behaviour. In turn such behaviours elicit responses from 
family/significant others which may reinforce both adaptive and/or 
maladaptive responses. Thus the individual experience of pain is 
conceptualised as a dynamic interpretive process involving cognitions, 
emotions, behaviour and sensory input. 
1.4.6 Summary. Current complex models of chronic pain have 
evolved from the unidimensional model of Aristotle through to the 
present highly interactive models which consider chronic pain as a 
syndrome which involves the sensory, cognitive, affective, 
behavioural, social and economic aspects ofthe chronic pain patient's 
life. 
1.5.0 Types of Pain 
Pain can be conceptualised in a number of ways, for example, as 
transient, acute, pre-chronic and chronic pain. Transient pain is of brief 
duration, normally of little consequence and demands only fleeting 
attention. Such pain is usually characteristic of minor injuries such as 
toe stubbing, pin pricking, elbow or shin knocking or mild burns 
(Melzack & Wall, 1988). 
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Acute pain typically results from a more severe specific injury 
related to tissue damage, for example, severe burns, dental, labour and 
post-surgical pain (Young, 1991). The resultant pain and anxiety often 
prompts the sufferer to seek urgent medical help. Because acute pain, 
by definition, is of relatively short duration, the typical responses of 
decreased activity level, restricted movement, modified social 
interactions and the taking of minor analgesics can be seen as adaptive 
behaviour. When the injury heals the pain goes and the accompanying 
anxiety and palliative behaviour dissipates (Melzack & Wall, 1988; 
Young, 1991). However, if the pain does not decrease with treatment 
and the passage of time, pain that was conceptualised as acute moves 
into the pre-chronic stage. 
The pre-chronic pain cycle is characterised by the sequence of: 
activity - extreme pain - deactivation and pain medication (Young, 
1991). Impatient with continued pain the patient increases activity 
resulting in intolerable pain which, in turn, leads to reduction of 
activity to a minimum level and the taking of analgesic medication. 
Possibly frustrated by the lack of improvement, family/significant 
others and employers often show lower tolerance towards the person's 
complaints of pain. Furthermore, involvement in some form of 
insurance compensation system, such as ' Workcover' or 'TAC may 
tend to reinforce the person's pain behaviour because such 
compensation payments are contingent upon continuous reports of pain 
and disability (Young, 1991). The above factors contribute to the 
entrenchment of maladaptive cognitive and behavioural patterns 
associated with chronic pain. 
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Chronic pain can be conceptualised as a 'pain syndrome', a 
medical problem in its own right (Melzack & Wall, 1988). It can be 
defined as disability and distress resulting from pain which does not 
decrease with the passing of time (Young, 1991). Such prolonged 
pain can severely disrupt a person's life, for example, job loss with 
resultant loss of normal income, abandoned leisure activities and 
withdrawal from family and friends. Thus an individual's entire life-
style can become centred around his/her pain (Fordyce, 1976). 
The emergence ofthe chronic pain behaviour pattern is typified by 
limited physical activity, dependence on social supports and narcotic 
medication (Young, 1991). Such behaviour patterns can become 
functional for the chronic pain sufferer. Unintentionally, the pain 
behaviour is differentially reinforced when the sufferer receives 
increased sympathy and attention from family/significant others for 
displaying more pain behaviour; sympathy and attention that is not 
forthcoming when displaying improvement in mood or increased 
activity (Flor, Kerns & Turk, 1987). Furthermore, financial 
compensation (Fordyce, 1978) and pain relieving drugs reinforce 
chronic pain and pain-related behaviours such as reduced physical 
activity. Increased self-medication, reduced activity and avoidance of 
social contacts all result in major life-style changes which help 
maintain the pain experience (Young, 1991; Fordyce, 1976). In 
addition to overt behaviour patterns, subjective cognitions (Flor & 
Turk, 1988) and affective responses (Kazis, Meenan & Anderson, 
1983; Keefe, Wilkins & Cook, 1986) can help maintain the chronic 
pain syndrome. 
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1.6.0 Biochemistry of Pain 
A number of researchers (e.g., Hughs, Smith & Kosterlitz, 1975; 
Teschemacher, Opheim, Cox & Goldstein, 1975; Pert & Snydner, 
1973), have independently discovered endogenous opioids, opiate-like 
substances which appear to help control pain, that is, they cause 
inhibition upon neural mechanisms. This highly complex system of 
endogenous opioids can be categorised into three families. These 
include beta-endorphin, proenkephalin and prodynorphin. The beta-
endorphin produces peptides that project onto the limbic system and 
brain stem. These peptides appear to be involved in pain perception 
and pain tolerance among other physiological processes (Elton, Stanley 
& Burrows, 1983). Proenkephalin produces peptides which are 
distributed throughout the neural, endocrine and central nervous system 
and prodynorphin projects onto the posterior pituitary, the brain and the 
gut. 
The role ofthe endorphin system in chronic pain remains 
controversial. For example, Lindblom and Tegner (1978) suggest that, 
while the depletion of this system may be related to the occurrence of 
sustained pain, it does not appear to offer protection against chronic 
pain. Conversely, Levine, Gordon and Fields (1978) suggest that the 
release of endorphins is involved in placebo analgesia. Research (e.g., 
Barchas, 1982, in Elton, et al., 1983) suggests that there is a complex 
interaction between endorphins, catecholamines, stress, depression and 
chronic pain. 
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1.7.0 Correlates of pain perception 
Correlates of pain perception are reviewed, including perceptual, 
personality, psychosocial variables and the role of mood and cognition. 
1.7.1 Perceptual variables. Nichols and Tursky (1967) examined 
perceptual variables such as 'Field Independence-Dependence', that is, 
whether a person is influenced or not by external characteristics of a 
stimulus, when making perceptual judgements of pain. Petrie (1967) 
suggested that a person's tendencies to augment or reduce (a 
characteristic to perceive stimulation as greater or as less) affected ones 
experience of pain. Davidson and Bobey (1970) examined the 
possible relationship between pain experience, sensitization and 
repression. 
1.7.2 Personality variables. A number of researchers have 
attempted to determine whether certain personality traits predispose a 
person to experience greater than average chronic pain. Eysenck 
(1961) and Woodforde and Merskey (1972) examined the relationship 
between Extroversion-Introversion, Neuroticism and pain. Sternbach 
(1974) with his "low back loser" also attempted to identify personality 
traits associated with increased chronic low back pain, however, as 
Gatchel, Polatin and Kinney (1995) point out, these results have 
generally been inconclusive. Rosen, Johnson & Frymoyer (1983) 
suggested that elevated scores on the three MMPI subscales of 
hypochondriasis, hysteria and depression (the neurotic triad) reliably 
distinguished sufferers of chronic pain from those with acute pain. 
However, research (Gatchel, Baum & Krantz, 1989) suggests that, 
while high scores on certain personality traits such as Hypochondriasis 
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and Hysteria are associated with chronic pain, it is more useful to 
consider chronic pain as a complex psychosocioeconomic phenomenon 
in which certain personality traits/variables may render a person more 
vulnerable in the complex interaction of physical and 
psychosocioeconomic variables and chronic pain. Thus personality 
disorders may reduce coping skills resulting in decreased resilience and 
adaptability which in turn leads to continued disability from chronic 
pain (Millon, 1981). However, personality traits such as hysteria 
(Merskey, 1965), neuroticism (Lynn & Eysenck, 1961; Elton & 
Stanley, 1976), masochism (Sternbach, 1978) passive-aggressive 
dependency (Sternbach, 1974) and low self-esteem (Engel, 1958; 
Atkinson, 1976; Elton, Stanley & Burrows, 1978) all appear to be 
related to persistent chronic pain. 
1.7.3 Psychosocial variables. Numerous psychosocial variables 
such as age, gender, painsite, pain length, life stress, involvement with 
an ongoing insurance claim, pet ownership, family size, dynamics and 
birth order, social class, intra-and intercultural differences, and history 
of pain, all interact with personality to affect the experience of pain 
(Elton, Stanley & Burrows, 1983; Minuchin, 1974). Cairns, Mooney 
and Crane (1994) noted that older pain patients were less depressed 
than younger ones. The data relating to the possible relationship 
between gender and the experience of pain, however, remains 
controversial. Interestingly, sex role stereotyping appears to play a 
role, with Pilowsky and Bond (1969, in Elton, et al., 1983) reporting 
that females were more likely to be offered analgesics by nursing staff, 
whereas males generally had to request such medication. Recent 
13 
research (Asghari, & Nicholar, 1995) found that the personality 
dimension of neuroticism was a stronger predictor of depression and 
catastrophising for males than for females. Also, pain-related belief 
variables were stronger predictors of pain-related medication 
consumption for males. 
Polatin, Kinney, Gatchel, Lillo, and Mayer (1993) and Bigos et al. 
(1991) have shown that site of pain, especially chronic low back pain is 
related to severe pain and disruption to the sufferer's daily life. Such 
pain and disruption appears to be exacerbated with longer pain duration 
(Callahan, McCoy & Smith, 1992). Furthermore, involvement with an 
insurance claim can contribute to the chronic pain patient's distress and 
disability and inhibit the rehabilitation process (Carey, 1994; Young, 
1991). Even owning a pet has been found to modify the negative 
physical and psychosocial aspects of experiencing chronic pain 
(McHarg, Baldock, Headey, & Robinson, 1995; Garrity, Stallones, 
Marx & Johnson, 1989; Siegel, 1993). 
Past research (Fordyce, 1976; Karoly, 1985), has also emphasised 
the role of social context in determining the experience of pain. 
Weisenberg (1977) suggested that individuals may use their social 
environment to validate their judgement of what is painful. Also, 
child-rearing practices condition future adults' experience of pain. 
Melzack's (1973) studies suggested that parental disregard of children's 
pains encourages stoicism whereas parental attention to pain reinforces 
pain behaviour and increases actual pain intensity. Similarly, Kerns et 
al. (1991), reviewing previous studies, suggested that chronic pain 
patients' perceptions of responses from family/significant others to 
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their pain, may predict pain and depression symptom severity. Both 
Gil, Keefe, Crisson and Van Dalfsen (1987) and Flor, Kerns and Turk 
(1987), found that a higher level of social support was positively 
related to a higher level of pain related behaviour. Even birth order 
and family size appear to affect the experience of pain. For example, 
first borns and 'only' children appear to have a lower tolerance to 
experimental pain and children from large families complain more 
when in pain (Sternbach, 1968; Melzack, 1973). This may be an 
attention seeking device. Minuchin, et al. (1975) also suggest that 
psychosomatic pain in children can become part ofthe family structure, 
defining certain family roles and contributing to the family balance. 
Studies (e.g., Zborowski, 1969) which tested four different cultural 
groups, suggest that the pain experience also differs between various 
cultures and ethnic groups. Melzack's (1973) stoic Indian hook-
hanging ceremonies and Weisenberg's (1975) Russian Cossacks 
deliberately subjecting themselves to wounds, contrast with the more 
overt expression of pain allowed by Mediterranean people (Elton & 
Stanley, 1976). Honeyman and Jacobs (1996), when studying a 
semitraditional group of Australian aboriginals, found that even though 
the aboriginals experienced chronic back pain, they did not display sick 
behaviours nor avoid activities because of these pains. Honeyman and 
Jacobs proposed that Aboriginal cultural beliefs accounted for these 
observations. 
Gatchel et al. (1995), reviewing past research, also report that age, 
immigrant status, wage level and educational level are demographic 
social variables that predict prolonged chronic pain and disability. In 
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addition, Merskey (1987) suggested that the lower socioeconomic 
classes were more often associated with psychogenic pain than middle 
and higher classes. 
1 -7.4 Role of mood and cognition. Anxiety appears to be 
another factor that affects the pain experience. For example, 
Sternbach (1968), reviewing both laboratory and clinical studies, 
concluded that the greater the anxiety the greater the pain. A close 
correlation between anxiety and pain was also found by Glyn, Lloyd, 
and Folkhard (1981) and Tan (1982). 
A correlation between depression and chronic pain also exists 
(Weisenberg, 1977; Merskey & Spear, 1967; Pilling, Brannick & 
Swenson, 1967; Sternbach, 1974), but whether the pain is a 
predisposing factor or a consequence is not clear. Certainly, 
Seligman's (1975) 'learned helplessness' that is, the feeling of 
powerlessness to control the experience of pain, may actually increase 
its intensity. While research has shown that many chronic pain 
patients suffer from negative mood states such as depression, anxiety 
and fear (Freeman, 1987; Kazis, Meenan & Anderson, 1983; Keefe, 
Wikins, Cook, Crisson & Muhlbaier, 1986; Lefebvre, 1981; Romano & 
Turner, 1985), the negative thinking related to these mood states 
appears to result in increased pain severity (Gil, Williams, Keefe & 
Beckham, 1990). A vicious circle can thus be established. Severe 
discomfort from chronic pain and the disturbance this causes to 
occupational, interpersonal and recreational patterns become causal 
factors in such maladaptive cognitions and negative mood states as 
depression and anxiety (Young, 1991). Furthermore, Grosscup and 
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Lewinsohn (1980) found that the reduction of social and pleasant 
recreational activities, due to chronic pain, increased depression. 
Refusal to accept that acute curable pain has developed into chronic 
incurable pain can also become a maladaptive cognition which may 
lead to failure to comply to treatments (such as losing weight, 
exercising regularly and using a time-contingent schedule for 
medication) specially recommended by health professionals to help 
manage chronic pain (Young, 1991). Increased focusing on somatic 
symptoms and hostility directed towards family/significant others are 
further examples of maladaptive cognitions characteristic ofthe 
chronic pain sufferer. Any treatment/management plan, therefore, 
must take into account the cognitive and affective as well as the 
behavioural components ofthe chronic pain syndrome. 
Further research has examined such cognitive factors as the 
meaning of pain (Beecher, 1956; Merskey, 1968), cognitive dissonance 
(Brock & Buss, 1962; Zimbardo, Cohen, Weisenberg, Dworkin & 
Firestone, 1966), attention variables (Boran & Dellinger, 1974), 
reinterpretation of stimulation (Blitz & Dinnerstein, 1971; Chaves & 
Barber, 1974), and patients' feeling of control over both the actual pain 
and over life events (Beckham, Keefe, Caldwall & Roodman, 1991; 
Beckham, Rice, Talton, Helms, Young, 1994; Jensen & Karoly, 1991; 
Parker et al., 1989; Rosenstiel & Keefe, 1983; Turner & Clancy, 1986). 
All these cognitive factors appear to be involved in a person's 
interpretation of pain. 
1.7.5 Summary. Perceptual variables such as'Field 
Independence-dependence' and the tendencies to augment or reduce, 
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affect pain perception. Certain personality traits/variables can render a 
person more vulnerable to experience disability from chronic pain. 
Psychosocial variables such as, age, gender, painsite pain length, 
ongoing involvement in an insurance claim, family, social class, and 
culture can also affect pain perception. A vicious circle can emerge 
where anxiety and depression can evoke negative thoughts which, in 
turn increase the negative mood that exacerbates the perception of 
chronic pain. 
1.8.0 Assessment and Measurement of Chronic Pain 
Assessment and measurement of chronic pain are summarised, 
starting with the unidimensional medical process of physical 
examination, considering past medical records and using diagnostic 
procedures such as X-Rays and electromyography. The psychiatric, 
behavioural and self-report approaches are then reviewed, culminating 
in an examination ofthe current multidimensional approach to chronic 
pain assessment and measurement. 
1.8.1 Chronic pain assessment. Accurate assessment of the 
chronic pain patient is essential to provide a baseline for developing 
working hypotheses, formulating relevant treatment plans for 
individual patients and evaluating the efficacy of rehabilitation 
programs. Historically, chronic pain assessment has been influenced 
by unidimensional conceptualisations. For example, biomedical 
assessment has assumed the sensory-physiological perspective of pain 
(Turk & Rudy, 1987). Thus, the various specialist physicians 
(anaesthetist, neurologist, neurosurgeon, rheumatologist) use physical 
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examination and prior medical records (Swanson, 1984) to determine 
the patient's degree of physical impairment and disability, both for 
rehabilitation and disability compensation purposes. Although 
diagnostic procedures, for example, X-rays, electromyography and 
laboratory tests are used, Loeser and Parker (1989) suggest that a 
careful examination and history taking are more reliable and useful. 
Several functional evaluative systems have been established (e.g., 
American Medical Association, 1971; Brand & Lehmann, 1983) but 
the reliability and validity of such procedures are still problematic 
(Young, 1991). As Gatchel et al. (1995) point out, and as many 
clinicians who work in chronic pain have experienced, there is not 
necessarily a close relationship between physical pathology as 
demonstrated by tests such as radiography (Mayer & Gatchel, 1991) 
and the latest magnetic resonance imaging (MRIs) (Jensen, et al., 1994) 
and levels of chronic pain. Self reported pain related to physically 
unverifiable 'soft tissue damage' is more adequately assessed using a 
battery of self-report measures driven by a multidimensional model of 
chronic pain. 
1.8.2 Chronic pain measurement. Early attempts to measure 
pain have involved the informal use of categorical scales, for example, 
ranking pain from 'mild' to 'severe'. Such a restricted range is not 
very sensitive to changes due to treatment over time (Turk & Rudy, 
1987). The need for pain measures to yield quantifiable results for use 
in comparative and longitudinal pain studies has led to the 
development of visual analog scales which attempt to more precisely 
assess pain severity (Carlsson, 1983; Reading, 1980). 
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One of these, the Visual Analogue Scale for Pain (VAS) 
(Mendelson & Selwood, 1981) is a horizontal line, 100 mm in length 
with verbal descriptors as anchors, for example, on the left hand side 
'least possible pain' and at the right hand side 'worst possible pain'. 
The patient places a cross on the line to indicate the intensity of his/her 
present level of pain The scale is scored by actually measuring the 
distance ofthe patient's cross from the left hand anchor. This 
assessment method assumes that pain is unidimensional and can be 
adequately described along a single intensity dimension. 
A quite different approach to conceptualising chronic pain is the 
traditional psychiatric or trait approach which suggests that differing 
reports of pain and treatment outcome can be explained by patient 
personality characteristics and psychiatric disorder. Thus patients are 
categorised into 'organic' or 'psychogenic'. Turk and Rudy (1987) 
challenge the validity ofthe underlying assumption of this approach. 
Recent research (e.g., Turk & Salovey, 1984, in Turk & Rudy, 
1987; Large, 1986) questions the existence ofthe 'pain prone 
personality' (Blumer & Heilbronn, 1982). For example, psychiatric 
instruments such as the Minnesota Multiphasic Personality Inventory 
(MMPI) and the Rorschach Inkblot Test and specifically developed 
chronic pain instruments such as the Pain Apperception Test 
(Petrovich, 1958; Ziesat & Gentry, 1978) and the Low back Cognitive 
Distortion Scale (Lefebvre, 1981) have attempted to identify subgroups 
of pain clients with equivocal results (Turk & Rudy, 1987). Some 
research on the controversial MMPI has even suggested that it is not a 
suitable instrument to assess chronic pain clients, partly due to the 
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overlap of physical chronic pain symptoms and some M M P I scales 
(Hoon, Feuerstein & Papciak, 1985; Naliboff, Cohen & Yellen, 1982). 
Even the specifically developed personality instruments such as the 
Pain Apperception Test (Petrovick, 1958; Ziesat & Gentry, 1978) and 
the Back Pain Classification Scale (Leavitt, 1983) among others, which 
attempt to measure individual differences among chronic pain clients, 
need further psychometric testing on larger pain populations to help 
establish cross-population validity. 
In contrast to the psychiatric approach, the behavioural approach 
conceptualises pain as a subjective phenomenon and therefore all that 
can be observed are 'behaviours' emitted in response to the subjective 
pain experience (Fordyce, 1976). Such behaviours may consist of 
verbal or non-language sounds and/or posturing. Being observable, 
such behaviours are measurable and several attempts have been made 
to develop suitable measurements. These include 'structured 
interviews' (Bloch, Kremer & Gaylor, 1980) and 'unobtrusive time 
interval measurements' (Richards, Nepomuceno, Riles & Suer, 1982). 
Turk and Rudy (1987), reviewing these recent attempts to assess pain 
behaviours, refer to numerous problems and limitations. Not the least 
of these is that the evaluation of pain, however it is performed, similar 
to measures of pain intensity and psychopathology, is still a 
unidimensional assessment. Turk and Rudy (1987) suggest that an 
adequate evaluation of chronic pain must be multi-dimensional, that is, 
it must include physiological, behavioural, cognitive, affective and 
psychosocial factors. Thus, comprehensive assessment instruments 
specifically designed to evaluate all the above mentioned dimensions 
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of chronic pain are needed. Instruments that attempt to do this include 
the Illness Behaviour Questionnaire (Pilowsky & Spence, 1976), the 
Sickness Impact Profile (Bergner, Bobbitt, Carter & Gilson, 1981), the 
McGill Pain Questionnaire (MPQ) (Melzack, 1975) and the West 
Haven-Yale Multidimensional Pain Inventory (MPI) (Kerns, Turk & 
Rudy, 1985) 
A multidimensional view of pain requires the pain to be quantified 
along a number of separate yet related dimensions. Such distinctions 
have been recognised by the International Association for the Study of 
Pain (IASP) (Committee on Taxonomy, 1986) when they 
recommended that the term 'pain' be used for the perception of pain 
and the term 'nociception' be used when referring to sensory stimuli 
capable of being perceived as pain. 
An early attempt to operationalise a three dimensional assessment 
approach based on Melzack's (1975) Gate Control theory is the McGill 
Pain Questionnaire (MPQ), (Melzack, 1975). This pain assessment 
instrument consists of 78 pain-describing adjectives which are 
classified into 20 sub-categories which in turn are grouped into 
sensory-discriminative, motivational-affective, and cognitive-
evaluative categories. As well as the qualitative information obtained 
from the MPQ, a quantitative measure of present pain intensity and a 
pain rating index is provided. Numerous studies have supported the 
consistency, reliability and validity ofthe MPQ (Melzack, 1975; 
Graham, Bond, Gerkousch & Cook, 1980; McCreary, Turner & 
Dawson, 1981). Turk, Rudy and Salovey (1985), however, suggest 
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that this instrument does not demonstrate discriminative validity but 
measures only the single primary construct of pain intensity. 
While the McGill Pain Questionnaire ( M P Q ) (Melzack, 1975) was 
developed to assess the cognitive component of chronic pain, 
instruments such as the Coping Strategy Questionnaire (CSQ) 
(Rosenstiel & Keefe, 1983) and the Inventory of Negative Thoughts in 
Response to Pain (INTRP) (Gil, Williams, Keefe & Beckham, 1990) 
measures the cognitive consequences of chronic pain. The C S Q is a 
brief 42 item questionnaire that measures a patient's use of both 
cognitive and behavioural pain coping strategies and negative pain 
responses. Six different cognitive coping strategies are measured: 
reinterpreting pain sensation, diverting pain attention, catastrophising, 
praying/hoping, ignoring pain sensations and coping self-statements. 
The I N T R P (Gil et al., 1990) is composed of 21 negative self-
statements. O n a five point Likert-type rating scale respondents 
indicate h o w frequently they have each negative thought during a pain 
flare-up. T w o further global ratings of negative thoughts occurring 
other than during pain flare-ups (an indication of pervasiveness of 
negative thoughts) and ability to control these negative thoughts, are 
made. Gil et al. (1990) suggest that pre and post-treatment 
administration ofthe INTRP m a y provide a useful evaluation ofthe 
overall effectiveness of cognitive-behavioural interventions and a 
measure of specific changes in negative self-statements, negative social 
cognitions and self-blame. 
In an effort to assess the perceived impact of chronic pain on 
chronic pain patients, Kerns, Turk and Rudy (1985) developed a 
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comprehensive assessment inventory which is theoretically linked to 
the cognitive-behavioural perspective of pain. The West Haven-Yale 
Multidimensional Pain Inventory (MPI) (Kerns et al., 1985) is 
comprised of three components. The first component contains five 
scales designed to evaluate chronic pain patients' reports of pain 
severity and suffering, their perceptions of how pain interferes with 
their lives (e.g., family and marital functioning, work, recreational and 
social activities), their dissatisfaction with their lives, their appraisals 
of support from family/significant others, their perceived life control 
including problem solving ability and general life efficacy and their 
affective distress. The second component assesses patients' reports of 
the range and frequency of significant others' responses to specific pain 
behavioural responses. Component three comprises an activities 
checklist. To date the MPI appears to have satisfactory psychometric 
properties (Kerns et al., 1985). Turk and Rudy (1986), however, 
suggest that an adequate assessment of chronic pain requires an 
integrative measurement ofthe three dimensions: medical-physical, 
psychosocial and behavioural-functional. To this end, they have 
proposed a multiaxial assessment of pain (MAP) (Turk & Rudy, 1987) 
that incorporates the above three dimensions. The first two 
components consist of a comprehensive, standardised assessment of 
medical procedures and status and a Pain Behaviour Check List to be 
completed by staff or significant others. The MPI assesses the third 
component, the psycho-social functional axis. The goal ofthe MAP is 
to enhance understanding of pain, assist in evaluation and prescription 
24 
of specific therapeutic interventions and improve ability to predict 
treatment outcome. 
1.8.3 Summary. Current multidimensional assessment and 
measurement of chronic pain has evolved from the unidimensional 
medical model which emphasised physical examination, past medical 
records and diagnostic procedures such as the X-Ray and 
electromyography. Partly because it has been shown that there is not a 
reliable relationship between observable injury and pain intensity and 
partly due to evolving complex multidimensional models of chronic 
pain, the multiaxial assessment model which includes physiological, 
behavioural, cognitive, affective and psychosocial variables, has been 
developed. 
1.9.0 Chronic Pain Therapeutic Intervention and related Research 
Chronic pain therapeutic intervention and related research are 
summarised, beginning with the various medical and physical methods 
such as drugs, physical stimulation and surgical interventions. Pain 
clinics are then reviewed. Finally, the various psychological 
approaches such as relaxation, biofeedback, hypnosis, operant and 
cognitive-behavioural methods are reviewed. 
1.9.1 Physical methods of pain control. Physical methods used 
for controlling pain endeavour to alter the process of nociception 
and/or block the pain nerve impulses. The use of drugs, physical 
stimulation techniques or surgical intervention are the most common 
methods used (Bishop, 1994). 
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1.9.2 Medical control of pain. Medications used for controlling 
pain fall into two categories, that of non-narcotic analgesics such as 
aspirin and naproxen and that of narcotics such as morphine and 
codeine. While both type of drugs can be effective for relieving some 
types of pain they also have disadvantages. If the non-narcotic 
analgesics are taken according to medical recommendations they are 
normally safe to use to relieve mild to moderate pain. However, while 
the use ofthe narcotics can relieve extreme pain, they are psychoactive, 
depress respiration and can be addictive. 
1.9.3 Physical stimulation for control of pain. Counterirritation 
is the basic principle behind the use of physical stimulation techniques 
used for pain control. It is postulated that such irritation stimulates 
nerves to close the 'gate' in the spinal dorsal horn (Melzack, 1989). 
Types of physical therapy used range from massage, manipulation, 
heat, and cold, to transcutaneous electrical nerve stimulation (TENS). 
Studies have shown spinal nerve stimulation for pain to be particularly 
effective (Melzack & Wall, 1988). Acupuncture is a further treatment 
which appears to inadvertently use gate control theory principles. 
Reviews of acupuncture trials involving chronic pain appear promising 
for some types of pain (Bishop, 1994). 
1.9.4 Surgical control of pain. Many different surgical 
interventions have been tried for pain control (Melzack & Wall, 1988). 
These include, cutting peripheral nerves leading from the pain site to 
the spinal cord, severing nerve tracts in the actual spinal cord 
(cordotomy) or destroying part ofthe cerebral cortex thought to be 
responsible for pain (lobotomy). Such invasive techniques have 
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proved highly problematic with the pain often returning more intensely 
than before (Birbaumer, & Flor, 1996). 
Less invasive is the use of anaesthetic nerve blocks to interrupt the 
transmission of pain signals. Nerve blocks can provide effective, if 
temporary relief for pain (Bishop, 1994). 
A review of traditional medical and surgical procedures based on 
the biomedical model of pain suggest only a 50% success rate in 
relieving pain to patient satisfaction (Melzack & Wall, 1988; Kerns, 
Turk & Holzman, 1983; Fordyce, 1976). Further, Large and Peters 
(1991), reviewing disc surgery, suggest that the data indicates that 
many patients had been operated on, due to persistent pain complaints, 
despite the fact that they did not meet generally accepted criteria for 
surgical intervention and had indications of psychopathology including 
depression and dependence on analgesic. 
1.9.5 Relaxation for control of pain. A number of reasons have 
been put forward as a rationale for relaxation training (Kerns, et al., 
1983). For example, relaxation may help reduce the tension in muscle 
groups thought to be involved in some pain syndromes. Secondly, 
relaxation may help reduce anxiety associated with pain. Thirdly, it 
may help divert attention away from the experience of pain. 
Successful use of relaxation may also enhance the patient's sense of 
control over his/her physiological functioning. An accumulation of 
evidence suggests that muscle relaxation is useful to reduce various 
types of chronic pain (Phillips, 1988; Turner & Chapman, 1982; Cox, 
Freundlich & Meyer, 1975). For example, Stuckey, Jacobson and 
Goldfarb (1986), showed that relaxation could provide significant 
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relief for low back pain, and Shaw and Ehrlich (1987) demonstrated 
that relaxation was useful to manage pain from ulcerative colitis. 
1.9.6 Biofeedback for control of pain As with relaxation, 
biofeedback (i.e., the use of instrumentation to provide information 
about physiological responses of which one is not normally aware) has 
been conceptualised as having an effect on the physiological basis of 
the pain experienced. However, to date, reviews of relevant research 
literature suggest that biofeedback is no more effective than relaxation 
training when dealing with chronic pain (Jessup, 1989; Melzack & 
Wall, 1988; Turner & Chapman, 1982). 
1.9.7 Hypnosis for the control of pain. Modern techniques of 
hypnosis have also been used to help manage pain, for example, in the 
treatment of chronic pain due to cancer (Hilgard, 1975). Hilgard 
(1975) suggests that hypnosis can be effective in three ways: through 
direct suggestion of pain reduction, by altering the actual experience of 
pain and by directing attention away from the pain. Melzack and Wall 
(1988) found that such distraction reduced the experience of pain. 
Whether hypnosis is merely a composite of pain-reducing techniques 
(Chaves & Barber, 1976, in Elton, Stanley & Burrows, 1983) or an 
actual altered state of consciousness (Hilgard, 1975) remains 
contentious. 
Modern hypnotic procedures in chronic pain management involve 
the presentation of various cognitive coping strategies and self-efficacy 
enhancing statements to the hypnotised patient. In addition, post-
hypnotic suggestions of increased pain-coping ability are offered. 
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Despite evidence that hypnosis can produce analgesia for acute 
pain (Hilgard & Hilgard, 1986), it does not appear to be efficacious 
with chronic pain (Melzack & Perry, 1975; Merskey, 1983). In 
particular, hypnosis does not appear to be useful in reducing pain from 
headaches, back pain or pain from which the patient is receiving 
secondary gains (Orne & Dinges, 1989). Secondly, if one accepts the 
cognitive-behavioural model of therapy, that is, for patients to take 
control of their own treatment strategies, and hypnosis is to be used, 
self-hypnosis rather than hetero-hypnosis should be encouraged 
(Young, 1991). Current operant conditioning approaches also 
encourage the patient to become his/her own change agent (Kerns, et 
al., 1983). 
1.9.8 Operant methods for pain control. Based on Fordyce's 
(1976, 1989) principles, operant techniques focus on reducing pain 
behaviours and complaints rather than concentrating on the pain itself. 
It assumes that the more a patient reduces pain behaviour and increases 
well behaviour the greater the reduction in the subjective experience of 
pain. Pain behaviours are identified through careful analysis and the 
positive reinforcement of such behaviours, for example decreased 
activity and complaining, are eliminated. Physical activity is increased 
and pain medication is given at fixed intervals rather than in response 
to expressed pain, a procedure thought to reinforce the expression of 
pain. Ideally, the medication is reduced over time and an effort is 
made to only reinforce 'well behaviours'. 
A few controlled studies have supported the effectiveness of this 
operant method. For example, Fordyce, Brockway, Bergman and 
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Spengler (1989), claim that this method was effective in reducing 
disability and expressed pain, in both chronic and acute pain patients. 
However, it is difficult to evaluate the contribution operant 
conditioning approaches have made to managing chronic pain because 
these strategies are normally combined with other psychological 
techniques such as education, cognitive coping skills training and 
cognitive restructuring, all which come under the umbrella term of 
'cognitive-behavioural perspective'. 
1-9.9 Cognitive-behavioural method for pain management. The 
cognitive-behavioural approach has been developed as an umbrella 
psychological framework for pain control (Turk & Meichenbaum, 
1989). A basic assumption of this framework is that pain sufferers' 
thoughts, feelings, beliefs, pain behaviours and their reinforcement, all 
affect the pain sufferers' experiences of pain and therefore must be 
considered when developing pain control strategies. Such strategies 
are designed to help pain patients constructively take control and 
manage their pain, thus enabling them to live more fulfilling satisfying 
lives. The actual reduction of pain intensity, while highly desirable, is 
not the primary focus of a cognitive-behavioural pain management 
program (Turk & Michenbaum, 1989). 
Briefly, the cognitive-behavioural treatment program consists of 
six basic stages: assessment, reconceptualization, skills acquisition and 
consolidation, rehearsal and application, generalisation and 
maintenance and finally, treatment follow-up (Turk, et al., 1983). In 
the assessment stage an attempt is made to establish the nature and 
extent of physical and psychosocial impairment and the factors which 
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maintain the patient's pain. Based on this knowledge, treatment goals 
are established. In the reconceptualization stage, using the 
biopsychosocial model, the multidimensional nature of chronic pain is 
explained to the patient and ideally, family/significant others. Patients 
are encouraged to increase their activities, for example, walking, 
shopping, self maintenance and stabilise/reduce their pain medication. 
In the skills acquisition stage patients are introduced to different pain 
control techniques such as relaxation, controlled breathing, diversion of 
attention, guided imagery and cognitive restructuring. In the two 
stages of rehearsal and application, and generalisation and 
maintenance, patients are trained to apply their newly acquired skills to 
daily living and are given homework assignments to encourage this. 
The emphasis is on the patient developing a sense of personal control 
over both his/her pain and life events which in turn will result in an 
increased sense of self-efficacy and increased adjustment to chronic 
pain. 
A number of reviews of past research (Spence, 1993; Basler & 
Rehfish, 1990; Malone & Strube, 1988; Turner & Clancy, 1988; Turk, 
et al., 1983)), indicate that cognitive-behavioural therapy has been 
shown to be an effective treatment for chronic pain. In particular it 
has been effective in the pain management of different syndromes such 
as low back pain (Newton-John, Spence & Schotte, 1995), chronic 
headache pain (James, Thorn & Williams, 1993), temporomandibular 
pain and debridement of burns (Bishop, 1994). However, because 
many different procedures are practised under the umbrella of 
cognitive-behavioural therapy, there is an ongoing need to evaluate the 
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different components of this therapy. One such component that has 
received considerable research attention is the cognitive component 
(Fernandez & Turk, 1989). 
1.9.10 Pain clinics. The low rate of success of purely medical 
methods to effectively control pain and the growing understanding of 
the multidimensional nature of pain and pain management have lead to 
the development of pain clinics in the United States (Turk & 
Meichenbaum, 1989). The multidisciplinary pain clinic 
conceptualises pain as a complex phenomenon resulting from the 
interaction of sensory, affective and cognitive components. As well as 
medical programs, such clinics have used psychological interventions 
such as relaxation training, psychotherapy, hypnosis, biofeedback, 
operant conditioning and cognitive-behavioural modification (Turk, 
Meichenbaum & Genest, 1983; Turner & Chapman, 1982; Tan, 1982). 
Evaluation ofthe effectiveness of these clinics has generally been 
positive, with moderate short and long term reduction of pain and 
improvement in activity levels and mood (Peters & Large, 1990). 
Such a trend is also developing in Australia. A good example of 
an Australian multidisciplinary pain clinic is one developed at the John 
Lindelll Rehabilitation Unit, Anne Caudle Centre, Bendigo, Victoria. 
It conducts a six week out-patient program which involves medical 
review, medication review/reduction, relaxation training, cognitive-
behavioural group therapy, physical therapy and pain educational 
lectures. Staff members involved in the program include doctors 
specialising in rehabilitation medicine, a psychologist, physiotherapist, 
occupational therapist and nurse. Patients are referred by their local 
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medical general practioner and are initially screened by the two 
rehabilitation doctors. The program has ongoing evaluation. 
1.9.11 Summary. The limited success of pain control methods 
such as physical stimulation, surgical intervention and the medical use 
of narcotic and non narcotic drugs, combined with the growing 
understanding ofthe multidimensional nature of pain and pain 
management, has led to the development of pain clinics. These clinics 
offer a time limited program involving medical review, relaxation 
training, cognitive-behavioural therapy, physical therapy and pain 
management educational information. Current research suggests that, 
in general, they are successful but ongoing research is needed to 
evaluate the efficacy ofthe individual program components. 
Part 2: Cognitive and Grief Responses to Chronic Pain: A Review 
1-10.0 Cognitive Component, ofthe Cognitive-Behavioural Method 
for Pain Management 
A basic assumption of this cognitive approach is that attitudes, 
beliefs and expectations (cognitions) of patients, in certain situations, 
can determine their emotional and behavioural reaction to these 
situations. For example, cognitive variables such as individual 
significance of pain and distraction and emotional variables such as 
anxiety and depression, may influence the experience of pain. It is 
conceptualised that the modification of such cognitions may alter this 
pain experience. In general, cognitive therapy seeks to correct faulty 
cognitions that underlay emotional and behavioural disturbance (Beck, 
Rush, Shaw & Emery, 1979; Ellis & Harper, 1975). Patients are 
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taught to identify, reality test and correct their negative thoughts and 
feelings and maladaptive distorted cognitions and dysfunctional 
beliefs. Furthermore, they develop suitable skills through cognitive 
and behavioural rehearsal and, finally, develop a sense of control and 
resourcefulness, instead of helplessness, when faced with chronic pain. 
Such a program is active, time-limited, structured and can be designed 
for individuals or groups (Turk & Meichenbaum, 1989). 
While the cognitive-behavioural model considers chronic pain to 
be a complex subjective experience maintained by an interdependent 
set of biomedical, psychosocial and behavioural factors (Turk & Rudy, 
1992; Eimer, 1988) which change over time, chronic pain sufferers are 
seen as active processors of information. That is, they tend to have 
negative expectations in regard to their o w n ability and responsibility 
to try to exert some control over their pain. Through past negative 
pain experiences they may see themselves as helpless and hopeless. 
Such negative, maladaptive thoughts about their situation and personal 
efficacy m a y increase their feelings of demoralisation, levels of 
perceived pain and resulting inactivity (Freeman, 1987; Lefebvre, 
1981). 
If chronic pain is conceptualised as complex, subjective and 
unique to each individual it then becomes desirable to somehow assess 
individual beliefs, expectancies and coping strategies of each pain 
patient in order to optimalize treatment planning and accurate 
treatment evaluation. Furthermore, it is desirable to know which 
factors inhibit or enhance a patient's compliance to a pain management 
treatment program. In this regard recent research has attempted to 
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tease out cognitive variables which may influence a patient's 
compliance to a treatment program and ultimate adjustment to chronic 
pain. Cognitive variables such as cognitive 'structures', 'processes' 
and 'content' emerge as important mediators of a patient's pain 
perception and response. Cognitive structures consist of cognitive 
schemata, that is, beliefs, appraisals and expectations (Shutty & 
DeGood, 1990). Cognitive processes are the use of automatic 
cognitive distortions and negative thoughts (Gil, et al, 1990; Lefebvre, 
1981) and cognitive content includes ongoing thoughts and coping 
techniques (Rosenstiel & Keefe, 1983). 
Aspects of a patient's cognitive schemata such as learned 
helplessness (Smith, Peck & Ward, 1990), and self-efficacy (Turk & 
Rudy, 1992; Bandura, 1977) appear to be integrally related to the 
patient's cognitive processes. For example, efficient mental 
processing of information makes use of such preconceptions when 
making inferences from available evidence. Recent research 
(Beckham, et al., 1991; Jensen & Karoly, 1991; Parker et al., 1989; 
Rosenstiel & Keefe, 1983) has shown that cognitive strategies which 
increase control over pain are associated with greater patient 
adjustment to chronic pain. Furthermore, increased control over life 
events was associated with lower levels of physical disability, pain and 
depression (Beckham, Rice, Talton, Helms & Young, 1994). 
Several studies have linked the cognitive process termed 
'cognitive distortion' with a high incidence of depression and disability 
in chronic pain patients (Smith, Follick, Ahern & Adams, 1986; Smith, 
0,Keefe & Christensen, 1994; Smith, Peck, Milano & Ward, 1988). 
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Furthermore , Gil, et al. (1990) found that high levels of negative 
thoughts associated with cognitive distortions were related to severe 
pain, chronicity of pain and psychological distress. Turk and Rudy 
(1992) also suggest that cognitive processes characterised by negative 
thoughts appear to predict the extent of long term adjustment to 
chronic pain. Two conceptually related instruments, the Cognitive 
Errors Questionnaire (CEQ) (Lefebvre, 1981), and the Inventory of 
Negative Thoughts in Response to Pain (INTRP) (Gil, et al., 1990) 
have been developed to measure such cognitive processes. 
Research examining cognitive content in the form of specific 
thoughts, feelings and coping techniques used by chronic pain patients 
suggests that the presence of 'catastrophizing' thoughts rather than the 
use of different adaptive coping strategies, is the most important factor 
in poor coping with chronic pain (Turner & Clancy, 1986). Recent 
research has found that patients who used active coping strategies were 
able to avoid or minimise depression (Smith, Peck & Ward, 1990), and 
had higher levels of activity during pain flare-up (Gil, et al., 1989). 
However, the effectiveness of these coping strategies was modified by 
high pain levels (Jensen & Karoly, 1991; McCaul & Malott, 1984), and 
were not overly effective unless the patient was well rehearsed in using 
them (Kleinke, 1992). The Coping Strategies Questionnaire (CSQ) 
(Rosenstiel & Keefe, 1983) was developed to measure such cognitive 
content as catastrophising and cognitive coping strategies. 
Both Gil, et al. (1990) and Turk and Rudy (1992) state that, 
although cognitive-behavioural interventions have been found, on the 
whole, to be effective in reducing psychological distress in chronic 
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pain patients, there is still need for more clinical research aimed at 
identifying which cognitive variables change, how this change relates 
to better adjustment to chronic pain and to what extent a cognitive 
program can maximise this change. As Basler and Rehfisch (1990) 
suggest, there is need for research to determine which treatment 
components are necessary and sufficient to produce these changes. 
A second research issue is the need to determine how best to 
enhance patient treatment program compliance, that is, the patient 
attending the full program, completing homework and regularly 
practising the skills taught. Past research has supported the notion that 
patient compliance is one factor contributing to long term 
improvement. For example, Basler and Rehfisch (1990) report that 
patients with the highest self-reports of compliance to a cognitive-
behavioural program reported significantly lower perceptions of pain 
and helplessness than controls, at a 12 month follow-up. 
1.11.0 The Role of Grief in Treatment Program Compliance 
Why one patient is compliant to a chronic pain treatment program 
and another is not, appears to have received little if any research 
attention. It could be conceptualised that 'grief is an emotional 
component ofthe chronic pain syndrome that negatively affects patient 
compliance in a chronic pain management program. Grieving people 
may not be motivated to actively participate in such a program. If this 
grief could be worked through, treatment program adherence may 
increase, resulting in improved long term adjustment to chronic pain. 
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The term 'grief refers to the collection of emotional, physical and 
cognitive responses experienced by a person who suffers bereavement, 
that is, the experience of losing a loved one to death (Bishop, 1994). 
Parks and Weiss (1983) have described grief as a complex experience 
resulting from the interaction of emotional, cognitive and physical 
responses. The emotional response may be characterised by feelings 
of sadness, sorrow, anxiety, depression guilt and anger. The cognitive 
responses to loss may include disbelief, confusion, denial and 
considerable cognitive restructuring (Barbato & Irwin, 1992). 
Physical responses to loss may include hypersensitivity, chest tension, 
muscle weakness, insomnia, lack of energy, loss of appetite and libido 
disturbance (Parkes & Weiss, 1983). For most people the grief 
experience subsides with time. However, it is possible for these 
symptoms to either continue in their intense form for a long time or to 
be absent. Such chronic grief can be described as pathological grief 
(Barbato & Irwin, 1992). 
A n examination of chronic pain patients' clinical case notes, 
which record their interviews with therapists at the John Lindell 
Rehabilitation Unit, reveal that many pain patients experience a similar 
range of complex responses to those of bereaved people. Furthermore, 
these patients report having experienced many losses since the onset of 
their pain. Loss of employment, financial security, social contacts, 
leisure activities and physical activities are some ofthe overt losses 
experienced. However, many patients also report severe intrapsychic 
losses such as losing their sense of w h o they are, their sense of 
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personal value or worth and their sense of connection with the world at 
large. 
Such losses may affect how one thinks about oneself. Self-
concept consists of ones self-perception and the values attached to such 
perceptions, for example, ones attractiveness, relationship with others, 
abilities and achievements and whether one is good/bad/ worthy or 
unworthy (Bishop, 1992). It could be conceptualised that grief 
experienced due to losses related to chronic pain, may seriously disrupt 
chronic pain patients' self-concept and self-esteem. It could be further 
conceptualised that many chronic pain patients go through grief phases 
(Worden, 1982) similar to those experienced by people who have lost a 
loved one. These losses may result in shock, numbness, and disbelief, 
as an individual realises that his/her self-concept has been challenged 
by the losses experienced when what he/she initially perceived as acute 
pain has actually developed into a chronic pain syndrome. In the 
effort to cope with such losses an individual may become either 
challenged or over-whelmed by stress, depending on how heavily 
he/she has previously relied on what has n o w been lost, to give a sense 
of personal identity, worth and meaning to life. Anger and anxiety 
may arise, due to feelings of dislocation and worry over the future. 
Guilt and self blame (components of both normal and pathological 
grief reactions) may be felt. Sadness and despair may arise as the 
individual attempts to begin to come to terms with his/her chronic pain 
condition. He/she may start the process of grieving by mourning the 
various losses of elements that made up his/her identity- Part ofthe 
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grief process is to successfully work through the task of defining a new 
sense of self, that is, revising and adjusting ones self-concept (Large & 
Peters, 1991). 
Worden (1982) outlined four tasks of mourning. The first task is 
accepting the reality of the loss. The second task is experiencing the 
pain ofthe grief due to the loss. The third task is adjusting to an 
environment in which individual loss is accepted and the fourth task is 
withdrawing emotional energy from the loss and reinvesting this 
energy in the tasks of redefining life goals, developing new skills, 
adjusting to the present environment and looking creatively forward to 
the future. 
Creating a new and effective self-concept represents the final 
resolution ofthe grief reaction, but to do so Worden's (1982) first three 
stages of mourning (accepting the reality of loss, experiencing the pain 
of grief and adjusting to an environment in which individual losses are 
accepted) would need to be successfully negotiated. Past research has 
suggested that there is a link between emotions and cognitive function. 
For example, Teasdale (1983), in his study of cognitive vulnerability to 
persistent depression, suggested that mood can influence recall and 
other cognitive processes. Furthermore, he suggested that there is a 
'bidirectional loop' instead of a 'top-to-bottom' sequence which is 
assumed by cognitive theory. It therefore seems reasonable to suggest 
that the experience of grief which can evoke a number of powerful 
emotions such as anger and depression (Stroebe & Stroebe, 1989), 
could negatively influence cognitive functioning. Furthermore, 
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because ofthe similar symptoms experienced by chronic pain patients 
to those of breaved people, it also seems reasonable to assume that 
chronic pain patients could be experiencing some level of grief and that 
this powerful emotional state could negatively influence their cognitive 
functioning and hence their ability to gainfully interact with a cognitive 
treatment program. It could therefore be suggested that a successful 
treatment program, that is, one in which patients actively interact and 
comply with program information and exercises, may require a grief 
resolution component in which Worden's three stages of grief are 
worked through. This activity could help patients to resolve their 
grief, which in turn may free up the energy necessary to enable them to 
more meaningfully engage in and comply with any treatment program. 
Such a program could facilitate patients to create a more adaptive self-
concept and increase self-efficacy and self-esteem, which in turn, could 
enhance long term adjustment to chronic pain. 
Thus, in the present study, it was considered important to examine 
both the individual and interactive effects of specific cognitions, 
coping strategies and emotions. To this end it was considered 
necessary to evaluate, separately, the cognitive and grief treatment 
components to endeavour to separate out their individual effects, 
before evaluation of their joint treatment effects. 
To evaluate the individual and combined cognitive and grief 
treatment programs in terms of changing dependent outcome measures, 
data from a battery of measures were analysed. To measure the 
cognitive components of negative thoughts and control over pain, the 
Inventory of Negative Thoughts in Response to Pain (INTRP) (Gil, et 
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al., 1990) was used. Cognitive distortions were measured by a 
Cognitive Distortion Check List based on Beck's (1976) and Burns' 
(1980) clinical and research experience. The cognitive distortion of 
catastrophising and other cognitive and behavioural coping strategies 
were assessed by the Coping Strategy Questionnaire (CSQ) (Rosenstiel 
& Keefe, 1983). 
To measure the emotional component of depression the Affective 
Distress subscale from the West Haven Yale Multidimensional Pain 
Inventory (MPI) (Kerns, et al., 1985), and the Beck Depression 
Inventory (BDI) (Beck, et al., 1979) were used. As the emotion of 
'grief had not previously been considered in the context of chronic 
pain, an inventory of grief symptoms adapted from research by Stroebe 
and Stroebe (1989) was created, and named the Inventory of Grief 
Symptoms. 
Past research has shown that chronic pain patients do not function 
in isolation; their behaviour constantly interacts with their surrounding 
environment and hence both influences and is influenced by many 
psychosocial variables. Both Fordyce's (1976) behavioural model and 
Turk et als.'(1983) cognitive-behavioural model of chronic pain have 
viewed the family/significant others and its extended social network as 
important learning environments that may operate to increase, lessen or 
maintain the chronic pain syndrome. Karoly, (1985) has also argued 
that the context in which pain is experienced should be an important 
area of research. It was therefore considered important to assess some 
specific psychosocial variables, in particular, responses of 
family/significant others, age, gender, painsite, pain length, life stress, 
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ongoing involvement with insurance and pet ownership, in regard to 
their effect on optimising long term adjustment to chronic pain. 
Control over life events, interference in daily living due to pain, 
social support from family/significant others and general activity was 
assessed by the MPI (Kerns, et al., 1985). To assess the mental, 
emotional and physical vulnerability which can result from the impact 
of stressful life events, the Social Readjustment Scale (SRRS) (Holmes 
&Rahe, 1967) was used. 
While a reduction in pain intensity is not the primary aim of a 
cognitive-behavioural treatment program, it would be highly desirable 
if this were achieved. It was therefore considered important to 
measure pain intensity. The MPI subscale of Pain Severity, the 
Present Rating Index (PRI) ofthe McGill Pain Questionnaire (MPQ) 
(Melzack, 1975), and the Visual Analogue (VAS) (Mendelson & 
Selwood, 1981) were employed. The rationale for multiple measures 
of some ofthe above measures is later discussed in detail. 
As recommended by Parker, et al. (1989), baseline comparisons 
between the four treatment groups were made on all dependent 
measures to ascertain whether pre-treatment differences were a factor 
to control for. Furthermore, the group mean change scores (i.e., pre-
treatment minus post-treatment scores and pre-treatment minus 6 
month follow-up scores) were used for all analyses, to further control 
for possible pre-treatment groups differences. 
Multivariate analysis of variance was chosen as the most useful 
statistical tool to analyse the data because the dependent measures were 
mainly uncorrelated. 
43 
1.12.0 Aims of Present Study 
The aims ofthe present study were as follows: 
First, to evaluate to what extent a cognitive program facilitated 
improved long term adjustment to chronic pain as evinced on all 
dependent measures. 
Secondly, to evaluate to what extent a grief resolution program 
facilitated improved long term chronic pain adjustment, as evinced on 
all dependent measures. 
Thirdly, to compare the cognitive with the grief resolution 
program on all dependent measures to identify the particular aspects of 
the chronic pain syndrome affected by each program. 
Fourthly, to evaluate the extent to which the addition of a grief 
resolution component enhanced the effectiveness of a cognitive 
program, to facilitate adjustment to chronic pain. 
Fifthly, to ascertain the extent to which the independent variables 
of age, gender, painsite, pain length, insurance, life stress and pet 
ownership affected group treatment outcomes, as evinced on all 
dependent measures 
The specific hypotheses were as follows: 
Hypothesis 1. That a group 'Cognitive' program would facilitate 
greater patient adjustment to chronic pain, as evinced by improvement 
on all post-treatment and follow-up measures, than the 'Control' 
program. 
Hypothesis 2. That a group 'Grief Resolution' program would 
facilitate greater patient adjustment to chronic pain, as evinced by 
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greater improvement on all post-treatment and follow-up measures, 
than the 'Control' program. 
Hypothesis 3, That a group 'Cognitive+Grief Resolution' 
program would facilitate greater patient adjustment to chronic pain, as 
evinced by greater improvement on all post-treatment and follow-up 
measures, than the individual 'Cognitive', and 'Grief Resolution' 
programs. 
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Chapter 2: Method 
2.1.0 Overview 
This chapter begins with a review ofthe demographic and pain 
related statistics for all subjects. Materials consisting of nine 
dependent measures are then described and evaluated, followed by a 
brief description of the four treatment programs. The research design, 
method of data analysis and procedure are then outlined. 
2.2.0 Subjects 
The total of 60 subjects included 28 male and 32 female chronic 
pain patients from an eight-week outpatient rehabilitation program at 
the John Lindell Rehabilitation Unit at the Anne Caudle Centre, 
Bendigo. They were recruited through physician referrals. To be 
accepted into the chronic pain management program subjects needed to 
have experienced ongoing pain for at least three months. This is in 
line with recommendations ofthe International Association for the 
Study of Pain (IASP) (Sternbach, 1984). Subjects were also required 
to show no evidence of current major psychotic or affective disorders 
and be prepared to attend all sessions. All subjects had undergone an 
initial medical evaluation. If considered suitable, they received a pain 
management program offer which, if accepted, automatically included 
them as participants of the present research program. Subjects were 
randomly allocated to four treatment groups as described in the 
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procedure. Only two subjects from the control group were lost to the 
six month follow-up. 
All subjects were Caucasian, ranging in age from 19 to 73 years 
(M = 43.9 years, SD = 10.8 years). Forty nine were currently married, 
one was in a current relationship and ten were divorced or single. 
None were currently employed. The mean years of education for the 
sample was 9.3 (SJQ = 1.4), with a range of 6 to 16 years. The mean 
pain duration for the sample was 7.1 years (SD = 10.3 ), with a range 
of 0.5 to 48 years. Sample distribution of pain location was as 
follows: low back 41.6%, back-leg 25%, back-shoulder 13.3%, neck-
shoulder 6.7%, extremities 8.3%, all over 5%. Table 1 presents the 
demographic and pain related statastics for all subjects. There was no 
gender difference in pain location. 
2.3.0 Materials 
Materials consisted of nine self-report dependent measures and 
four treatment programs. The dependent measures and treatment 
programs are presented in Appendices A, B, C, and D. 
2.3.1 Dependent Measures. The dependent measures, provided 
and administered by the present researcher, consisted of self-report 
questionnaires administered at pre and post treatment and at 6 months 
follow-up. These dependent measures were chosen to reflect the 
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Table 1 
Demographic and pain related statistics for the Cognitive+Grief CC+G), 
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multidimensional model upon which this research was based, and to 
minimise test overlap as suggested by Mikail, Du Brevil and D'Eon 
(1993). Thus, where possible, psychometrically based clinical 
measures with demonstrated validity and reliability, which were 
specifically designed for use with chronic pain clients, were used. The 
following dependent measures were employed, as recommended by 
Mikail et al.'s (1993) comparative analysis of measures, for the 
assessment of chronic pain clients. 
The following section provides a list ofthe nine self-report 
measures, followed by a detailed description and evaluation of each. 
2.3.2 List of self-report measures: 
1. Inventory of Negative Thoughts in Response to Pain (INTRP) 
(Gil etal., 1990). 
2. Cognitive Distortions Check List (Adapted from Burns, 1980). 
3. Coping Strategy Questionnaire (CSQ) (Rosentiel & Keefe, 
1983). 
4. West Haven-Yale Multidimensional Pain Inventory (MPI) 
(Kerns, Turk, & Rudy, 1985). 
5. Beck Depression Inventory (BDI) (Beck, Rush, Shaw & Emery, 
1979). 
6. Inventory of Grief Symptoms (Adapted from Stroebe & Stroebe, 
1989). 
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7. McGill Pain Questionnaire ( M P Q ) (Melzack, 1975). 
8. Visual Analogue Scale (VAS) (Mendeison & Selwood, 1981). 
9. The Social Readjustment Rating Scale (SRRS) (Holms & Rahe, 
1967). 
2.3.3 Detailed description and evaluation of dependent measures 
1. Inventory of Negative Thoughts in Response to Pain fTNTRP) 
(GU etal, 1990). This measure of cognitive processes (Turk & Rudy, 
1992) was used to determine specific changes in negative self-
statements, negative social cognitions and self blame during subjects' 
pain flare-ups, between the pre and post-treatment period and the 6 
month follow-up. Gil et als.' (1990) research suggested that the 
INTRP has adequate internal scale consistency. For example, internal 
consistency estimates for the subscales Negative Self, Negative Social 
Cognitions, and Self Blame, range from .73 to .91 (Cronbach's 
coefficient alpha). 
2. Cognitive Distortions check list (Adapted from Burns. 1980). 
Past studies (Beckham, et al., 1994; Smith, et al., 1988) have linked 
cognitive distortions with high levels of negative thoughts, severe pain, 
chronicity of pain and psychological distress. Because the Cognitive 
Errors Questionnaire (CEQ) (Lefebvre, 1981) measures only four 
cognifive distortions (i.e., catastrophizing, overgeneralisation, 
personalization and selective abstraction), and as Gil et al. (1990) have 
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pointed out, half of the items specifically target arthritic pain rather 
than general chronic pain, it was considered more suitable to create a 
cognitive distortion check list, adapted from Burns (1980) which 
measured cognitive distortions. This check list consisted often 
thought patterns considered to be cognitively distorted and their 
appropriate descriptions. These patterns include: All or nothing 
thinking, Overgeneralisation, Mental filtering, Jumping to conclusions, 
Catastrophizing, Emotional reasoning, Should statements, Labelling, 
Personalization, and Disqualifying the positive. Subjects are required 
to rate themselves on a five point Likert-type rating scale as to how 
often each thought pattern id used. An overall cognitive distortion 
score was obtained by summing the individual ratings. An inter-item 
consistency estimate of .78 (Cronbach's coefficient alpha) suggested 
satisfactory internal consistency. 
3. Coping strategy Questionnaire (CSQ) fRosenstiel & Keefe. 
1983). This questionnaire is a measure of cognitive and behavioural 
coping strategies (Turk & Rudy, 1992) used to manage pain. A 
number of stressors are specified and subjects are asked how they cope 
with such stressors. This allowed coping ability across a number of 
stressors to be empirically investigated. The six cognitive subscales 
include: Diverting Attention, Reinterpreting Sensations, 
Catastrophizing, Ignoring Sensations, Praying or Hoping, Coping 
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Self-Statements. The subscale oi Activities measures a range of 
behavioural activities. Adequate internal reliability has been 
established by Rosentiel and Keefe (1983). Coefficient alphas ranging 
from .72 for the Coping self-statement subscale to .85 for the Diverting 
attention and Reinterpreting pain sensations were obtained. A 
principal component analysis provided evidence for construct validity 
with three factors (cognitive coping and suppression, helplessness and 
diverting attention or praying) emerging as highly predictive of 
behavioural and emotional adjustment to chronic pain (Turk & Rudy, 
1990). In the present research the CSQ was used to measure primarily 
subjects' cognitive pain coping strategies, in particular their use of 
catastrophising and behavioural activities. 
4. West Haven-Yale Multidimensional Pain Inventory (MPI) 
(Kerns, et al.. 1985V This inventory was specifically designed to 
assess chronic pain from a cognitive-behavioural perspective. It 
consists of 52 items scored on 13 sub-scales which are arranged in 
three categories. Category 1 assesses perception of pain severity, 
interference, life control, social support and affective distress. 
Category 2 assesses the patients' perception of responses by 
family/significant others to displays of pain behaviour. Category 3 
assesses general activity of patients. Kerns et al. (1991) have offered 
strong evidence in support ofthe MPI's reliability and discriminant 
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validity. For example, internal consistency and test-retest reliability 
estimates for the subscales have been found to be good to very good 
(coefficient alphas ranging from .62 to .89). Research by Turk and 
Rudy (1990) also supported this contention. In the present research 
the MPI was used first to assess whether there was any change in the 
three above mentioned categories at the pre to post-treatment and at the 
6 month follow-up. Subjects' scores were then examined according to 
Turk and Rudys' (1988) three subgroups model. These subgroups 
included the 'Dysfunctional' profile (high scores on pain severity, 
interference and psychological distress and lower scores on control and 
engagement in daily activities), the 'Interpersonal distress' profile 
(subjects viewed their family and significant others as not supportive) 
and the 'Minimisers/adaptive copers' profile (subjects with lower pain 
severity, pain interference and affective distress scores and higher 
scores on activity levels and life control). 
5. Beck Depression Inventory (BDI) (Beck, et al.. 19791 The 
BDI is a 21 item self-report measure of depressive symptomatology. 
By summing all item responses an overall score of depression is 
obtained. It has high internal consistency in both clinical and non-
clinical populations. Split-half reliability yielded a Spearman-Brown 
coefficient alpha of .85 (Beck & Steer, 1984; Beck, Steer & Garbin, 
1988). It also has acceptable test-retest reliability for non-psychiatric 
53 
patients at .67, over a duration of four weeks (Lightfoot & Oliver, 
1985) and adequate factorial validity (Beck & Steer, 1987). Turner 
and Romano (1984) demonstrated the applicability ofthe BDI to 
chronic pain clients. However, Skevington (1995) warns that the BDI 
can inflate its estimates of depression if the chronic pain patient is at 
the same time disabled. Also, many chronic pain symptoms such as 
appetite loss, sleep disturbance and fatigue overlap with symptoms of 
depression. Because state depression is considered as a possible 
important variable in the chronic pain syndrome (Freeman, 1987; 
Kazis, et al., 1983; Keefe, et al., 1986; Lefebvre, 1981; Romano & 
Turner, 1985), in the present study the BDI was used to give a general 
indication ofthe subjects' mood states. 
6. Grief Inventory (Based on Stroebe & Stroebe. 1989). In the 
present research 'grief was conceptualised as the emotional response a 
person feels upon the loss of some one or something to which he/she 
has been emotionally attached. Since the chronic pain person has 
suffered many losses, grief was considered to be part ofthe chronic 
pain syndrome. To measure this grief, an inventory was developed, 
consisting of 38 symptoms that people have reported after experiencing 
serious loss (Stroebe & Stroebe, 1989). Subjects were required to rate 
themselves on a five point Likert-type rating scale as to how often the 
symptom was experienced. An overall grief score was obtained by 
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summing the individual ratings. Reliability ofthe Grief scale was 
tested using Cronbach's coefficient alpha (Cronbach, 1970). The 
inter-item consistency estimate of .85 suggested satisfactory internal 
consistency. However, it is recognized that the construct validity of 
such a measure is problematic, for grief, by its very nature involves 
aspects shared with depression, negative thoughts and cognitive 
distortions, among others. 
7. McGill Pain Questionnaire fMPQ) (Melzack. 1975). The MPQ 
measures the subjective experience of pain. It consists of two scales, a 
Pain Rating Index (PRI) and a Present Pain Intensity (PPI) scale. The 
(PRI) is made up of 78 pain describing adjectives which are classified 
into 20 sub-categories. These sub-categories, in turn, are grouped into 
sensory-discriminative, motivational-affective and cognitive-evaluative 
categories. Factor analysis revealed that these three categories do not 
demonstrate discriminative validity (Mikail, et al., 1993). Therefore, 
in the present study, only the Pain Rating Index's (PRI) global score 
which measured the primary construct of subjective pain intensity, was 
used. The PPI sub-scale consists of five adjectives ranking from mild 
through to excruciating. This scale gives a score out of 5 for present 
pain intensity. While Skevington (1995) refers to a number of 
shortcomings in the MPQ it remains one ofthe most widely used self-
report pain measures (Keefe, Dunsmore& Burnett, 1992). 
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Furthermore, Mikail et al. (1993), after reviewing a number of pain 
measuring instruments, stated that the MPQ is the instrument of choice 
for the measurement ofthe subjective pain experience. 
8. Visual Analogue Scale (VAS) fMendelson & Selwood. 19R1Y 
Huskisson (1974) states that this scale is an excellent measure of self-
reported pain. It requires the subject to select a point along a 10-cm 
line which describes pain intensity on a continuum from "no pain" to 
"worst pain". It can be used quickly, is easily scored, is useful for 
patients with limited language skills and has high reliability and 
validity (Price, McGrath, Rafii, & Buckingham, 1983; Revill, 
Robinson, Rosen & Hogg, 1976). Syrjala and Chapman (1984), 
however, while acknowledging that it has been shown to be a reliable 
and sensitive measure of a patient's subjective experience of pain, 
point out that it has the limitation of potentially oversimplifying the 
experience of pain. For example, the private experience of pain may 
not be linear, and to force judgment onto a length scale may be 
distorting. Skevington (1995) advises the use of more than one type of 
pain measure to control for the various disadvantages inherent in each. 
Therefore, in the present study, the VAS was used to provide a 
comparison measure ofthe subjects' pain intensity with the Present 
Rating Index (PRI) ofthe McGill Pain Questionnaire (MPQ) and the 
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pain intensity subscale ofthe West Haven-Multidimensional Pain 
Inventory (MPI). 
9. The Social Readjustment Rating Scale fSRRS) (Holmes & 
Rahe. 1967). The Social Readjustment Rating Scale (Holmes & Rahe, 
1967) was designed to assess 'stress' related to the impact of life 
changing events. It is based on the notion that whenever a person has 
to make a substantial adjustment to changes in his/her environment, the 
likelihood of experiencing stress is high. The instrument consists of 
43 life events, ranked in order ofthe amount of change they would 
incur. For example, death of a spouse is ranked as evoking the most 
change (impact value = 100) whereas a vacation is ranked at an impact 
value of 13. While Rahe (1972) suggests that the SRRS has adequate 
internal consistency with Cronbach's alphas ranging from .62 to .75, 
this scale has been criticised for a number of shortcomings, for 
example, not including all major life events, lack of specificity of some 
ofthe items, not taking into account the level of life event 
'controllability' and whether or not the life events have been 
successfully resolved (Bishop, 1994). However, in the present study 
the SRRS was simply used to gain subjects' approximate stress ratings 
due to life changes since the onset of chronic pain. Subjects were 
required to circle those events which they had experienced since the 
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onset of their chronic pain. Each event was rated from 0 to 100 on a 
scale for impact. Summing the circled events gave an overall life 
stress score. A score over 350 was considered high and indicated that 
the subject had been exposed to a high level of life changes since the 
onset of chronic pain and hence had possibly experienced high stress, 
bearing in mind that the perceived stress related to each life event 
could vary from subject to subject. In the present study this measure 
of 'Life Stress' was treated as an independent variable. 
2.4.0 Treatment Programs 
2.4.1 Cognitive program. The Cognitive program was a 
component of an over-all Cognitive-Behavioural program which also 
included educational and relaxational components. It was based on 
Lazarus and Folkman's (1984) concept that pain is a perceptual event 
which is influenced by the interaction of cognitive, emotional, 
physiological and behavioural variables. The individual is assumed to 
be an active processor of information and therefore can be expected to 
take an active role in therapeutic change. The present Cognitive 
program was based on Turk and Rudy's (1988) summary of cognitive-
behavioural objectives, in particular: combating demoralisation, 
enhancing personal efficacy, modifying automatic maladaptive 
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thoughts, feelings and behaviour that interact with the pain experience 
and enhancing program maintenance. 
The program consisted of six one and a half hour sessions spread 
over three weeks. The treatment was conducted by the researcher in a 
group setting of five clients. A set of notes, adapted from Catalano 
(1987), providing a clear structure for each session, was given to all 
subjects. These are presented in Appendix B. Session one introduced 
the basic concepts of cognitive therapy and outlined the relationship 
between thoughts, mood and behaviours. Subjects were taught to 
identify their negative thoughts and cognitive distortions and self-
monitoring sheets were introduced. In session two subjects were 
introduced to the skills of cognitive restructuring. In session three 
subjects continued to practise cognitive restructuring and learnt to 
identify maladaptive automatic patterns of cognitive distortions. In 
session four subjects were introduced to three methods of replacing 
negative thoughts: thought stopping, the A B C model of cognitive 
restructuring and stress inoculation. Session five continued to 
rehearse these three methods. Session six workshopped subjects' 
short, medium and long term goals. 
2.4.2 Grief program The grief program was based on Worden's 
(1982) model of cognitive and emotional response to loss. The 
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program facilitated subjects' attempt to work through Worden's first 
two stages of mourning, which are as follows: 
a) Accepting the reality ofthe loss. Subjects were helped to 
recognise and confront the permanent losses that they had sustained as 
a result of having developed their chronic pain syndrome. No longer 
were they able to use, as a coping mechanism, the denial of such 
losses. 
b) Experiencing the pain of grief due to pain related losses. 
Gendlin's (1979) focusing technique was used as a tool to help 
facilitate the expression of subjects' emotions. The Grief program is 
presented in Appendix C. 
2.4.3 Cognitive+Grief program. This program consisted of a 
combination ofthe separate Grief resolution and Cognitive 
components. The first two sessions introduced the subjects to 
Worden's (1982) four tasks of mourning, then concentrated on working 
through the first two tasks. Subjects workshopped the idea of 
bereavement and the dimensions of grief, then identified their own 
personal losses since experiencing chronic pain. Using Gendin's 
(1979) focusing technique, subjects were encouraged to experience the 
pain of their grief and to subsequently keep a diary of their feelings. 
The next three sessions were used to work through Worden's third and 
fourth tasks, that is adjusting to an environment in which individual 
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loss is accepted and withdrawing emotional energy from one's past life 
and reinvesting it in constructing a new set of personal constructs, 
goals and objectives. While it was recognised that chronic pain 
subjects might only progress to Worden's second stage during the 
actual pain management program, stages three and four were still 
worked through with them so that they were equipped to proceed to the 
final two stages when they were ready and able. Sessions 3 to 5 
introduced the concept ofthe bidirectional loop of negative thoughts, 
cognitive distortions, negative mood and pain, and identifying negative 
thoughts and cognitive distortions. Strategies to modify negative 
thoughts and cognitive distortion were then taught. In the final 
session, subjects reviewed their present position regarding Worden's 
(1982) four mourning stages. They developed personal action plans, 
which included the possiblity of developing self help groups to support 
and motivate them, after their current group had disbanded. Possible 
grief due to the disbanding of their group was also addressed. 
Information on this program is presented in Appendix D. 
2.4.4 Attention Control program This program was based on a 
minimal insight program used by Ledwich and DeMello (1992) which 
was designed to control for therapeutic attention. Subjects in this 
program were encouraged to discuss their concerns and personal 
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emotional state. They received unconditional acceptance and positive 
regard from the therapist but no structured information or exercises. 
2.5.0 Research Design 
This study used a 4 X 3 repeated measures design with the 
between subject factor of treatment condition (Cognitive+Grief vs 
Cognitive vs Grief vs Control) and the within subject factor of 
assessment period (pre-treatment = tl, post-treatment = t2, follow-up = 
t3). Figure 1 provides a flow chart of this design. 
2.6.0 Procedure 
Recruitment of subjects was made over an 18 month period. 
Progressively, subjects were assigned to 12 groups of five members, 
and each group was matched as closely as possible for presenting 
problem, duration of chronic pain, age, gender, and socioeconomic 
background. Each group was then randomly assigned to one of four 
treatment conditions: Cognitive plus Grief (C+G), Cognitive (C), 
Grief (G) and Attention-Control (AC). That is, a total of 60 subjects 
were divided into one of four conditions, each consisting of 15 
subjects. In addition, all subjects received a program consisting of 
relaxation training, stress management techniques, educational lectures 
on the nature of chronic pain, medication information and an intensive 
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gym program aimed at improving posture, flexibility and physical 
fitness. In the four treatment conditions each subjects received a 
randomly delivered ninety minute session twice weekly for three 
weeks. That is, each program totalled a duration of nine hours. These 
sessions were conducted by the researcher, a registered psychologist, 
who was trained in the relevant clinical skills. Subjects in the four 
conditions were instructed not to discuss the content of sessions with 
individuals outside their group other than their immediate family, and 
to observe suitable confidentiality regarding group personal 
information. Subjects in the Cognitive+Grief, Cognitive and Grief 
groups were given informal homework. 
Pre-treatment assessments were completed for each group, to 
establish a base-line measurement, then post-treatment assessments 
were performed at the completion ofthe overall eight week course. 
The follow-up assessments were completed six months later. All 
assessments were progressively made according to when the different 
groups commenced their course. Each assessment battery took about 
one hour to complete. To control for sequence effect the nine self 
report tests were completed in different sequences by different subjects. 
The administration ofthe tests to each group was performed by one 
member ofthe pain management therapy team chosen at random. 
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Cog + Grief 
N = 15 
Subjects 
N = 60 
In groups of 5 
matched (equivalent) 
Randomly assigned to 
Attention Control 
N = 15 
Baseline assessment (pre - treatment) 
Self report DVs 
tl 
Each group N = 5 received relevant program 
6xlV2 hour sessions 
Post - treatment (8 week) assessment 
Self repprt DVs 
t2 
Follow up (6 month) assessment 
Self repprt DVs 
t3 
Figure 1 - Flow Chart of Research Design 
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2.7.0 Data Analysis 
Initially, baseline comparisons between the four groups were made 
on all dependent measures to determine any significant pre-treatment 
differences. Group treatment effects were determined at post-
treatment and at 6 month follow-up using change scores (the difference 
between base-line and post-treatment scores and the difference 
between post-treatment and 6 month follow-up scores, respectively). 
The dependent measures Inventory of Negative Thoughts in 
Response to Pain (INTRP), West Haven-Yale Multidimensional Pain 
Inventory (MPI) and the Coping Strategy Questionnaire (CSQ) have a 
number of sub-scales. It was therefore considered appropriate to use 
one-way multivariate analysis of variance (MANOVA) to analyse the 
scores generated by these measures. Conversely, the Beck Depression 
Inventory (BDI) the Pain Rating Index (PRI) ofthe McGill Pain 
Questionnaire (MPQ), the Visual Analogue Scale (VAS), the Cognitive 
Distortions Check List, The Social Readjustment Rating Scale (SRRS) 
and the Inventory of Grief Symptoms each yield an individual single 
composite score. With these, it was therefore considered appropriate 
to use one-way analysis of variance (ANOVA) using the change scores, 
to determine whether the mean differences among the four levels of 
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treatment (Cognitive, Grief, Cognitive+Grief and Control groups) on 
the single scores could have occured by chance. 
To test for the significance of main effects and interactions, Wilks' 
Lambda criterion was chosen because the research design met the 
assumptions of equal sample size and homogeneity, as recommended 
by Tabachnick and Fidell (1989). Where a MANOVA yielded a 
significant main effect or interaction, the use of Univariate F with 
adjustment for Type 1 error, was employed. When a subscale or 
single scale score was found to be significant Bonferroni corrected post 
hoc tests (alpha = .05/4 = .01) were used to compare treatment group 
mean differences. 
MANOVAs were also used to determine possible main and 
interactive effects between the independent variables of Age, Gender, 
Painsite, Pain Length, Insurance, Life Stress and Pet Ownership and 
all the dependent variables. Improvement trends were then examined 
for clinical importance. Overall data analysis was not commenced 
until the pre, post-treatment and follow-up assessments had been 
completed. Data from each measure were coded and analysed in 
random order. 
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The researcher acknowledges that the sample size of 60 subjects 
was small and that there was a need to conduct a power analysis which 
was not done. Therefore the present research should be viewed as a 
pilot study rather than a fully developed hypothesis testing piece of 
research. 
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Chapter 3: Results 
3.1.0 Overview 
In this chapter initial testing for baseline pre-treatment (tl) group 
mean differences for all dependent measures is described, then the 
results of analyses of treatment effects between groups at post-
treatment (8 week (t2)) and follow-up (6 month (t3)) are outlined. 
Results of one-way MANOVAs, one-way ANOVAs and post hoc 
group comparisons are sequentially described for all dependent 
variables. Interactions between treatment groups and the independent 
variables of Age, Gender, Painsite, Pain Length, Insurance, Life Stress, 
and Pet Ownership for pre-treatment (tl) to 6 month follow-up (t2) are 
then outlined. Where scales have been developed or modified by the 
researcher specifically "for this study, measures of internal reliability are 
given. 
3.2.0 Group Comparisons of Dependent Measures at Baseline (pre-
treatment (tl)) 
To test for possible baseline group differences, a one-way 
MANOVA was performed on the following dependent variables: 
Inventory of Negative Thoughts in Response to Pain (INTRP), West 
Haven-Yale Multidimensional Pain Inventory (MPI) and the Coping 
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Strategies Questionnaire (CSQ). One-way A N O V A s were used for 
baseline comparisons on the Beck Depression Inventory (BDI), Pain 
Rating Index (PRI) subscale oi McGill Pain Questionnaire (MPQ), 
Visual Analogue Scale (VAS) and the Cognitive Distortions Check List 
and Grief Inventory. No significant group differences were found on 
any of these dependent variables. It was therefore not considered 
necessary to use MANCOVA to control for pre-treatment group 
differences. 
3.3.0 Analysis of Treatment Effects between Groups 
Group comparisons using one-way MANOVAs with the change 
(difference) scores as dependent measures were made separately on 
post-treatment (8 week) and 6 month follow-up data. These two 
separate sets of analyses were used to differentiate between short term 
(8 week) and long term (6 month) outcomes, because one apriori 
hypothesis was that the effect of grief therapy may not show up at the 
short term (8 week) evaluation. Analyses of possible interaction 
effects between the four treatment groups and the independent 
variables Age, Gender. Pain Length, Painsite, Insurance, Life Stress 
and Pet Ownership for the period from pre-treatment (tl) to 6 month 
follow-up (t2), was carried out using one-way MANOVAs. 
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3.4.0 The Inventory of Negative Thoughts in Response to Pain 
(INTRP) 
3.4.1 Analysis ofthe pre to post-treatment f8 week) scores on the 
INTRP. Table 2 presents the means (M) and Standard deviations (SD) 
ofthe scores on the Inventory of Negative Thoughts in response to Pain 
(INTRP) for the Cognitive+Grief, Cognitive, Grief and Control groups 
at pre-treatment (//), post-treatment (t2) and six month follow-up (t3) 
A one-way MANOVA for the overall INTRP scale showed no 
significant difference between the mean scores ofthe four treatment 
groups. However, as presented in Table 2, when the subscales were 
analysed, using one-way ANOVAs, a significant group difference was 
found on the subscale 5: Average Frequency of Negative Thoughts 
other than Flare up, F(3, 56) = 3.72, p < .01. Post hoc comparisons 
showed that only the Cognitive+Grief group decreased its score 
significantly more than the Control group on the Average Frequency of 
Negative Thoughts other than Flare up subscale. 
3.4.2 Analysis ofthe post-treatment (S week) to 6 month follow-up 
scores on the INTRP. No significant group difference was found by 
one-way MANOVA using the post-treatment (8 week) to 6 month 
70 
Table 2 
(INTRP) scores for the Control (AC). Cognitive CO. Grief (G) and Coenitive+Grief (G+C^ 
groups at pre-treatment (tl). oost-treatment (t2) and six 
Sub-scale/group 
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follow-up change scores (t2-3) from the overall INTRP. Neither were 
there significant group differences on the individual subscales. 
3.4.3 Analysis ofthe pre-treatment to 6 month follow-up scores 
on the INTRP. One-way MANOVA, using the pre-to 6 month follow-
up mean change scores (tl-3) from the overall INTRP scale, revealed 
no significant treatment group difference. Neither were there 
significant group differences on the individual subscales. 
3.4.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables of Age Gender, Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership, on the INTRP scores. 
There were no significant interactions between the four groups and the 
independent variables of Age, Gender and Painsite. A main effect for 
Painsite emerged, Wilks' Lambda, E(12, 84) = 2.51, p < .01. 
Univariate F tests showed the subscales of 1: Negative Self Statements, 
E(2,47) = 3.0, p < .05; 5: Average Frequency of Negative Thoughts 
other than Flare-up, E(2,47) = 4.21, p < .02; and 6: Control, F(2,47) 
= 4.39, p < .01; to be significant. However, subsequent post hoc 
comparisons revealed that only the subscale Average Frequency of 
Negative Thoughts other than Flare-up was significant for all 
treatment groups. That is, subjects suffering from back pain had 
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significantly more negative thoughts when not suffering a pain flare-up 
than those subjects with pain in their extremities. 
A significant interaction between the four treatment groups and 
Pain Length emerged, Wilks' Lambda, F(54, 198.4) = 1.98, p < .001, 
but subsequent univariate F tests revealed only the subscale Negative 
Self-Blame to be nearing significance E(9,43) = 1.94, p < .07. There 
was also a main effect for Pain Length, Wilks' Lambda, E(l 8, 107.9) = 
4.53, p < .001, but subsequent univariate F tests yielded only the 
subscale of 1: Negative Self-Statements to be nearing significance, E(3, 
43) = 2.22 p < .07. This result suggests a possible relationship 
between increased pain length and increased negative self-thoughts. 
There was a significant interaction between the four groups and 
Pet Ownership, Wilks' Lambda, E(18, 130.5) = 1.90, p < .02. 
Subsequent univariate F tests showed both 2: Negative Social 
Cognitions, E(3, 51) = 3.03, p < .03 and 3: Self Blame, E(3, 51) = 3.92, 
p < .01 subscales to be significant, but post hoc comparisons did not 
ratify this significance. Thus, while non-pet owners (N=14) recorded 
higher use of self blame (i.e., "I am useless; it's my own fault I hurt 
like this") than pet owners, the independent variable of Pet Ownership 
appeared not to have affected group treatments. There was no 
significant main effect for Pet Ownership for the four groups. 
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While interaction between the four treatment groups and 
Insurance was not significant there emerged a significant main effect 
for Insurance, Wilks' Lambda, E(6, 46) = 3.95, p < .01. Subsequent 
univariate F tests revealed the subscale of 2: Negative Social 
Cognitions, E(l, 51) = 8.37, p < .05 and 3: Self-Blame, F(l, 51) = 6.65, 
p < .01 to be significant. Post hoc comparisons showed that the 
subjects without involvement in insurance claims significantly reduced 
their use of self-blame (e.g., "I am useless", etc.) and negative social 
cognitions (e.g., "no one cares about my pain", etc.) when compared 
with those currently involved in such claims. There was no main 
effect for the four treatment groups. 
There was a significant interaction between the four treatment 
groups and Life Stress, Wilks' Lambda, E(54,198.36) = 1.54, p < .02 , 
but univariate F tests showed only the subscale of 1: Negative Self 
Statements to be nearing significance, F(9,43) = 2.02, p < .06. 
However, there was a significant main effect for Life Stress, Wilks' 
Lambda, E(18,107.9) = 2.8, p < .01, and subsequent univariate F tests 
showed the subscale of 1: Negative Self Statements to be significant, 
E(3, 43) = 2.80, p <.01. Therefore, although Life Stress did not have 
an interactive effect on the four treatment groups, across groups high 
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life stress (over 350 on the S R R S scale) appeared to be related to an 
increase in negative self-statements. 
3-4.5 Summary ofthe analysis ofthe pre-treatment to n month 
follow-up effects ofthe independent variables on the TNTRP scores. 
There were no significant interactions between the four treatment 
groups and the nine independent variables. However there were main 
effects for Painsite, Pain Length, Insurance and Life Stress. Back 
pain was related to increased negative thoughts at times other than 
flare-up, and increased pain length was possibly related to increased 
negative self-thoughts. An ongoing insurance claim was related to 
increased self-blame and negative social cognitions and high life stress 
was related to increased negative self-statements. 
3.5.0 The West Haven Yale Multidimensional Pain Inventory (MPI) 
Initially, because ofthe large number of dependent variables and the 
associated risk of Type 1 errors, the MPI data was analysed by one way 
MANOVAs using Kerns, Turk and Rudys' (1985) three categories. 
Category 1 consisted ofthe subscales I: Pain Severity, 2: Interference, 
3: Life Control, 4: Affective Distress and 5: Social Support. Category 
2 consisted ofthe subscales 6: Punishing, 7: Solicitous, and 8 
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Distracting. Category 3 consisted of subscales 9-12 which measured 
general activity levels. Subscale 13 is the summary subscale of 9-12 
subscales. Tables 3a, 3b, and 3c, describing the three 
categoriesrespectively, present the means and standard deviations of 
the West Haven-Yale Multidimensional Pain Inventory (MPI) mean 
scores, for the Control, Cognitive, Grief and Cognitive+Grief groups at 
pre-treatment (tl), post-treatment (t2) and 6 month follow-up (t3 
3.5.1 Analysis ofthe pre to post-treatment (8 week) scores on the 
MPI (tl-2). The one way MANOVA for the overall subscales ofthe 
first category ofthe MPI (subscales 1: Pain Severity to 5: Support) 
yielded a significant treatment group difference, Wilks' Lambda, E(l5, 
141.1) = 1.99, p < .02. To determine which MPI subscales accounted 
for the significant MANOVA, one way ANOVAs were performed. As 
presented in Table 4a, a significant treatment group difference was 
found only on the Life Control subscale, E(3, 55) = 5.61, p < .05. 
Subsequent post hoc comparisons showed that the Cognitive+Grief 
group had significantly increased its Life Control scores when 
compared to the Grief and Control group, but the Cognitive+Grief 
group was not significantly different from the Cognitive only group. 
The one-way MANOVA for the second category of subscales of 
the MPI (subscales 6: Punishing to 8: Distracting), as presented in 
Table 3a 
Means (M) and Standard Deviations (SD) ofthe West Haven-Yale Multidimensional Pain 
Inventory (MPT) scores for the Control (AC). Cognitive (CX Grief CG) and Coffnifive+Grie.f 
(C+G) groups at pre-treatment (tl). post-treatment (t2) and six month follow-up (/•?) 
Sub-scale/groups 
Category 1; 
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Table 3b, revealed that there was no significant difference between 
treatment groups on the Punishing, Solicitous and Distracting 
subscales. Univariate F tests on these scales also yielded no 
significant difference. 
A one-way MANOVA on Category 3, (Subscales 9: House 
Chores, 10: Outdoor Work Away, 11: Activities Away From Home, 12: 
Social Activities and 13: General Activity Level (which is the average 
ofthe preceeding four scales), as presented in Table 3c, also revealed 
no significant differences between the treatment groups. Univariate F 
tests on individual scales were not significant. 
3.5.2 Summary of analyses of pre to post-treatment scores on the 
MPI (tl-2). In Category 1, the Cognitive+Grief group significantly 
improved its Life Control score when compared with the Grief and 
Control groups. In category 2 and 3 there was no significant treatment 
group differences. 
3.5.3 Analysis ofthe post-treatment (8 week) to 6 month follow-
up scores on the MPI. One-way MANOVA using post-treatment to 6 
month change scores (t2-3), from the first Category of subscales ofthe 
MPI revealed no significant difference between the four treatment 
groups. However, as presented in Table 4a, subsequent univariate F 
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tests ( A N O V A s ) revealed a significant group difference for the 
subscale Pain Severity, E(3, 55) = 2.87, p < .04. Post hoc comparisons 
showed that the Grief group's Pain Severity mean score had 
significantly increased when compared with the Control group. 
The MANOVA for the second Category (subscales 6: Punishing, 
7: Solicitous, 8: Distracting) as presented in Table 4b, showed no 
significant difference between the four treatment groups. The 
subsequent univariate F test, revealed that the subscale Distracting was 
nearing significance, E(3, 56) = 2.48, p < .07. 
No significant treatment group differences were found on the 
MANOVA for Category three (subscales 9-13, Table 3c). 
3.5.4 Summary of analyses of post-treatment to 6 month follow-
up scores on the MPI (t2-3). There was no significant difference 
between the four treatment groups on the overall scales ofthe three 
Categories ofthe MPI. Subsequent analysis of subscales showed that 
for Category 1, the Grief group significantly increased its Paw Severity 
scores when compared with the Control group. In category 2 and 3 
there was no significant treatment group differences. 
3.5.5 Analysis ofthe pre-treatment to 6 month follow-up scores 
on the MPI. A one-way MANOVA using pre-treatment to 6 month 
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follow-up change scores (tl-3) from the first category ofthe M P I 
subscales (subscales 1: Pain Severity, 2: Interference, 3: Life Control, 
4: Affective Distress, 5: Support), revealed a highly significant 
treatment group difference, Wilks' Lambda, E(15,138.4) = 2.07, p < 
.01. As presented in Table 4a, subsequent univariate F tests revealed 
significant treatment group differences on the subscales of 3: Life 
control, E(3, 54) = 3.96, p < .01; 4: Affective Distress, E(3, 54) = 2.90, 
p < .04; and 5: Support, E(3, 54) = 2.88, p < .04. Post hoc 
comparisons showed that the Cognitive+Grief group had significantly 
increased its Life Control scores when compared with both the Grief 
and the Control group. Secondly, the Cognitive+Grief group had 
significantly decreased its Affective Distress scores when compared to 
the Control group. The Grief group received significantly less support 
from family/significant others (those most influenced by the subject's 
pain) as shown by lower scores on the Support subscale when 
compared to the Cognitive group. 
The MANOVA for the second category of subscales (subscales: 6: 
Punishing, 7: Solicitious, 8: Distracting), as presented in Table 3b, 
showed no significant treatment group difference and subsequent 
univariate F tests were also not significant. 
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The M A N O V A for the third category of subscales (Subscales 9-
13, Table 4c) was also non-significant as were subsequent univariate F 






 Summary of analyses of pre-treatment to 6 month follow-ur 
MPI scores (tl-$). In Category 1 the Cognitive+Grief group 
significantly increased its Life Control score when compared with the 
Grief and Control groups. It also significantly decreased its Affective 
Distress score when compared with the Control group. The Grief 
group reported a significantly lower Support score when compared 
with the Cognitive group. In Category 2 and 3 there was no 
significant treatment group differences. 
3-5.8 Overall Summary of analyses of scores on the MPI. Pre to 
post-treatment, the Cognitive+Grief group significantly improved by 
increasing its Life Control score when compared with the Grief and 
Control groups. By 6 month follow-up the Cognitive+Grief group had 
sustained this improvement and also significantly decreased its 
Affective Distress score when compared with the Control group. 
3.5.9 Analysis of scores on the MPI according to the Dysfunctional. 
Interpersonal distress, and Minimisers/Adaptive copers profiles. In a 
further effort to tease out possible treatment group differences, the MPI 
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was then reanalysed according to Turk and Rudys' (1988) three 
subgroups model: 'Dysfunctional profile', 'Interpersonal Distress 
profile' and the 'Minimisers/Adaptive copers profile'. The 
'Dysfunctional profile' assumes that chronic pain affects a broad range 
of a pain patient's functioning. Such a profile would include scores 
that are high on 4: Affective Distress and low on both 3: Life Control, 
and 13: General Activity Level. The 'Interpersonal Distress profile' 
assumes high levels of interpersonal distress and family /significant 
others not being very supportive. This profile would include scores 
that are low on 5: Support, 7: Solicitous and 8: Distracting and high 
on 6: Punishing. The 'Minimisers/Adaptive copers profile' assumes 
the chronic pain patient copes better through denying or minimising the 
extent of impact of the pain problem. Such a profile would include 
scores that are lower on 1: Pain Severity, 2: Interference and 4: 
Affective Distress and higher on 3: Life Control and 13: General 
Activity. 
3.5.10 Analysis of pre to post-treatment (8 week) scores using the 
'Dysfunctional profile' (MPI subscales, 3: Life Control, 4: Affective 
Disorder and 13: General Activity Level). The one-way MANOVA 
for the 'Dysfunctional profile' using the scores ofthe subscales 
Affective Disorder, Life Control and General Activity Level, yielded a 
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significant treatment group difference, Wilks' Lambda, E(9,131 6) = 
2.04, p < .03. Subsequent univariate F tests revealed that the Life 
Control score was highly significant, E(3, 56) = 5.7, p < .01. Post hoc 
comparisons showed that the Cognitive+Grief group reported a 
significantly higher Life Control score than the Grief and Control 
groups but not significantly different from the Cognitive group. These 
results yielded no new information from that ofthe initial analysis of 
scores on the MPI. 
However, the examination ofthe pre to post-treatment (8 week) 
change scores using the Dysfunctional profile, revealed that the 
Cognitive+Grief group emerged as the most functional treatment group 
because it had a significantly higher score for Life Control when 
compared with the Grief and Control group. 
The Cognitive group emerged as the second most functional 
treatment group with the highest score for General Activity Level, 
second highest score for Life Control and third lowest score for 
Affective Distress, when compared with the four treatment groups. 
The Grief group emerged as more dysfunctional than the 
Cognitive+Grief and Cognitive groups with the lowest score on 
General Activity Level, and second lowest score on Life Control. 
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However, it had reduced its Affective Distress score more than the 
Cognitive and Control groups. 
3.5.11 Analysis of post-treatment (8 week) to 6 month follow-np 
scores using the 'Dysfunctional profile'. No significant group 
differences were found by one-way MANOVA using the post-
treatment (8 week) to 6 month change scores from the MPI. However, 
an examination ofthe post-treatment (8 week) to 6 month change 
scores revealed that even though the Affective Distress scores increased 
for the four treatment groups, they increased least for the 
Cognitive+Grief group, followed by the Grief then Cognitive group 
when compared with the Control group. This same pattern of reduced 
improvement was repeated for the General Activity Level subscale. 
Both the Cognitive and Cognitive+Grief groups reduced their Life 
Control scores. However, the Grief group reported the lowest score 
on this subscale. When considering the 'Dysfunctional profile', the 
Cognitive+Grief group remained the most functional group followed 
by the Cognitive then Grief groups when compared with the Control 
group. 
3.5.12 Analysis of pre-treatment to 6 month follow-up scores. 
using the 'Dysfunctional profile'. A one-way MANOVA using the pre 
to 6 month follow-up change scores from the 'Dysfunctional profile' 
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yielded a near significant effect, Wilks' Lambda, E(9,131.5) = 1.81 
< .07. Subsequent univariate F tests showed a very significant 
treatment group difference on the Life Control, E(3, 56) = 4.47, p < .01, 
and Affective Distress, E(3, 56) = 3.00, p < .03, subscales. Post hoc 
comparisons showed that the Cognitive+Grief group obtained a 
significantly higher Life Control score than the Grief and Control 
groups, but not significantly higher than the Cognitive group. For the 
Affective Distress subscale, post hoc comparisons revealed a significant 
difference only between the Cognitive+Grief and the Control group. 
This examination ofthe pre-treatment to 6 month follow-up 
change scores revealed that the Cognitive+Grief group continued to be 
the most functional treatment group. It significantly reduced its 
Affective Distress scores when compared with the Grief and Control 
groups and also significantly increased its Life Control score when 
compared with the Control group. 
3.5.12 Summary ofthe analyses of pre-treatment to 6 month 
follow-up scores using the 'Dysfunctional profile'. Pre to post-
treatment, the Cognitive+Grief group emerged as the most functional 
treatment group with most improvement on the Life Control, Affective 
Distress and General Activity subscales, followed by the Cognitive 
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then Grief groups when compared with the Control group. These 
results were sustained at 6 month follow-up. 
'Interpersonal Distress Profile' ofthe MPT 
3.5.13 Analysis of pre- to post-treatment (8 week) scores, using 
the 'Interpersonal Distress profile' (MPI subscales: 5: Support, 6: 
Punishing, 7: Solicitous and 8: Distracting). A one-way MANOVA 
using the pre to post-treatment (8 week) change scores from the 
'Interpersonal Distress profile' yielded no significant treatment group 
difference. 
3.5.14 Analysis of post-treatment (8 week) to 6 month follow-up 
scores, using the 'Interpersonal Distress profile'. (MPI subscales: 5: 
Support, 6: Punishing, 7: Solicitous and 8: Distracting). A one-way 
MANOVA using the post-treatment (8 week) to 6 month follow-up 
change scores from the 'Interpersonal Distress profile' revealed no 
significant treatment group difference. 
3.5.15 Analysis of pre-treatment to 6 month follow-up scores 
using the MPI 'Interpersonal Distress profile'. (MPI subscales: 5: 
Support, 6: Punishing, 1: Solicitous and 8: Distracting). A one-way 
MANOVA using the pre-treatment to 6 month follow-up change scores 
from the 'Interpersonal Distress profile' yielded no significant 
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treatment group difference, but subsequent univariate F tests yielded a 
significant treatment group difference on the subscale Support, E(3, 55) 
= 2.82, p < .04. Post hoc comparisons revealed that the Grief group 
reported a significantly lower Support score when compared with the 
Cognitive group. 
3.5.16 Summary of analyses of MPI scores using the 
'Interpersonal Distress profile'. Pre to post-treatment the Grief group 
emerged as the most interpersonally distressed, with the lowest scores 
on the Support, and Distracting subscales. These results were 
sustained at 6 month follow-up. 
Minimizers/Adaptive Copers Profile ofthe MPI 
3.5.17 Analysis of pre to post-treatment (8 week) scores using the 
'Minimisers/Adaptive copers profile'. (MPI subscales: 1: Pain 
Severity, 2: Interference, 3: Life Control, 4: Affective Distress, 
13.General Activity Level). Using the pre to post-treatment (8 week) 
change scores for the MPI subscales of 1: Pain Severity, 2: 
Interference, 3: Life Control, 4: Affective Distress, and 13: General 
Activity Level, a one-way MANOVA revealed a significant difference 
between the four treatment groups, Wilks' Lambda, E(6,110) 2.9, p < 
89 
.01. Univariate F tests revealed the subscale Life Control to be 
significant, E(3, 56) = 5.79, p < .01. Post hoc comparisons showed 
that the Cognitive+Grief group had significantly increased its Life 
Control score when compared with both the Control and Grief group. 
3-5-18 Analysis of post-treatment (8 week) to 6 month follow-^p 
scores using the 'Minimisers/Adaptive copers profile' (MPI subscales 
1: Pain Severity, 2: Interference, 3: Life Control, 4: Affective Distress, 
13: General Activity Level). A one-way MANOVA using the post-
treatment (8 week) to 6 month follow-up change scores for the 
subscales 1: Pain Severity, 2: Interference, 3: Life Control, 4: Affective 
Distress and 13: General Activity Level, revealed no significant 
treatment group difference. 
3.5.19 Analysis ofthe pre-treatment to 6 month follow-up scores 
using the 'Minimisers/Adaptive copers profile' (MPI Subscales: 1: 
Pain Severity, 2: Interference, 3: Life Control, 4: Affective Distress, 13: 
General Activity Level). A one-way MANOVA using the pre-
treatment to 6 month follow-up change scores for the subscales 1: Pain 
Severity, 2: Interference, 3: Life Control, 4: Affective Distress, and 13: 
General Activity Level, revealed a significant group difference, Wilks' 
Lambda, E(6, 110) = 2.29, p < .04. Subsequent univariate F tests 
showed the subscale of Life Control, E(3, 56) = 4.47, p < .01 to be 
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significant. Post hoc comparisons revealed that the Cognitive+Grief 
group recorded a significantly higher Life Control score than the Grief 
and Control group. While not significant, when compared with the 
Cognitive+Grief group, the Cognitive group showed the second highest 
improved Life Control score. Furthermore, univariate F tests revealed 
the subscale Affective Distress to be significant, E(3, 55) = 2.96, p < 
.04. Post hoc comparisons revealed that the Cognitive+Grief group 
had significantly reduced its Affective Distress scores when compared 
with the Control group. 
3-5.20 Summary of analyses of MPI scores vising the 
'Minimisers/Adaptive coping profile'. Pre to post-treatment, the 
Cognitive+Grief group emerged with the highest degree of 
minimising/adaptive coping. It reported the significantly highest score 
on the Life Control subscale. The Cognitive+Grief group sustained 
these results at 6 month follow-up. The Cognitive group emerged 
with the second highest minimising/adaptive coping scores. 
3.5.21 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables: Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the MPI scores. There 
was no significant interaction between the overall MPI scale and the 
independent variables of Age, Gender, Painsite, Pain Length, 
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Insurance, Life Stress and Pet Ownership. However, there were main 
effects for Life Stress, Insurance and Age. There was a significant 
main effect for Life Stress, Wilks' Lambda, E(12, 86) = 2.3, p_< .02. 
Subsequent F tests revealed the subscale oi General Activity to be 
significant, E(3,44) = 3.59, p < .02. High Life Stress scores were 
related to lower General Activity scores. The subscales oi Punishing, 
E(3,44) = 3.74,/? < .01, and Distracting, E(3,44) = 3.17 p < .03, were 
also significant. High Life Stress scores were related to higher 
Punishing scores and lower Distracting scores. Furthermore, the 
subscale oi Interference was significant, E(3,.44) = 2.7, p < .05. 
There was a significant main effect for Insurance, Wilks' Lambda, 
E(3,49) = 2.8, p < .05. Subsequent F tests revealed both the subscales 
oiPain Severity, E(3, 51) = 4.5, p < .03, and Affective Distress, E(3, 
51) = 4.04, p < .01, to be significant. Insurance was related to higher 
Pain Intensity and Affective Distress scores. 
There was also a significant main effect ioxAge, Wilks' Lambda, 
E(21, 92) = 1.8, p <. 03. Subsequent F tests revealed the subscale of 
Affective Distress, E(7, 34) = 3.3, p < .01, to be significant. That is, as 
Age increased Affective Distress scores decreased. 
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3.5.22 Overall summary of analyses ofthe M P I scores preto 
post-treatment, the Cognitive+Grief group emerged with the lowest 
overall scores on the 'Dysfunctional profile' and the highest scores on 
the 'Minimisers/Adaptive profile'. The Cognitive group ranked 
second lowest and highest, respectively, on these two profiles. These 
results were sustained at 6 month follow-up. Pre to post-treatment, the 
Grief group emerged with the highest scores on the 'Interpersonal 
Distress profile' followed by the Cognitive+Grief group. These results 
were also sustained at 6 month follow-up. Pre-treatment to 6 month 
follow-up, there was no significant interaction between the four 
treatment groups and the independent variables oiAge, Gender, 
Painsite, Pain Length, Insurance, Life Stress and Pet Ownership. 
However, there were main effects for Life Stress, Insurance and Age. 
High Life Stress scores related to lower General Activity Level, and 
Distracting scores, and higher Punishing and Interference scores. 
Insurance (ongoing insurance claim) was related to higher Pain 
Severity and Affective Distress scores. Age (increased age) related to 
decreased Affective Distress scores. 
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3.6.0 The Coning Strategy Questionnaire (CAQ) (Rosenteil * K W » 
1282) 
3.6.1 Analysis ofthe pre to post-treatment (8 week) scores ofthe. 
CSQ. Table 4 presents the means (M)and standard deviations (SD) of 
the Coping Strategies Questionnaire (CSQ) scores for the 
Cognitive+Grief, Cognitive, Grief and Control groups at pre-treatment 
(tl), post-treatment (t2) and six month follow-up (t3). A one-way 
MANOVA on the pre to post-treatment (8 week) change scores (tl-2) 
revealed a significant treatment group difference on the overall CSQ 
scale, Wilks' Lambda, E(21,141.25) = 1.76, p < .02. To discover 
which CSQ subscales accounted for this significant MANOVA, one-
way ANOVAs were performed. Significant treatment group 
differences were found on the following CSQ subscales: 1: Diverting 
Attention, E(3, 55) = 3.66, p < .01; 3: Coping Self-Statements, E(3. 55) 
=3 .87, p < .01; 6: Catastrophizing, E(3, 55) = 4.30, p < 0.01 and 4: 
Ignoring Pain Sensations, E(3, 55) = 2.99, p < 0.03. Post hoc 
comparisons revealed that the Cognitive+Grief group significantly 
increased its Diverting Attention scores when compared with the 
Control group, whose Diverting Attention scores actually decreased. 
Post hoc comparisons also showed that the Cognitive+Grief and 
Grief groups significantly increased their Coping Self-Statements 
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Table 4 
Questionnaire fCSO) scores for the the Control (AC). Cnpnitivp (r) 
iLl ine UOpinft NtratPa,« 
Grief CG) and Cognitive+Gr^f 
(C+G). eroUDS at ore-treatment (tl) Dost-treafment (t2) and six monthfolW-np f,r> 
Sub-scale/Group 




































M (SD) M (SD) 
1-44 (1.18) 1.31 (1.31) 
198 (1.29) 2.48 (1.56) 
1-16 (1.05) 1.73 (1.11) 
129 (1.00) 2.30 (0.93)** 
0.40 (0.63) 0.54 (0.87) 
1.35 (1.41) 1.24 (1.50) 
0.86 (0.85) 1.47 (1.36) 
0.65 (0.85) 1.28 (1.46) 
3.02 (1.09) 2.93 (1.30) 
3.34 (1.23) 2.86 (1.09) 
2.48 (0.85) 2.89 (1.46)** 
3.14 (1.01) 3.57 (0.94)** 
1.89 (1.18) 1.54 (1.51) 
2.34 (1.44) 2.16 (1.27) 
1.91 (0.89) 2.22 (1.21) 
1.69 (0.74) 2.15 (1.03)* 
2.59 (1.48) 2.30 (1.50) 
1.51 (0.84) 1.32 (0.88) 
2.12 (1.54) 1.90 (1.13) 
2.30 (1.16) 1.82 (1.41) 
3.50 (1.45) 3.00 (1.23) 
2.99 (0.91) 2.24 (1.13) 
3.72 (1.68) 3.09 (1.41) 
3.69 (1.14) 1.86 (1.12)** 
1.60 (0.93) 1.66 (0.89) 
2.12 (1.11) 2.16 (1.20) 
2.00 (0.87) 2.22 (1.01) 

































scores when compared with the Cognitive group. Both the Cognitive 
and the Control groups obtained lower Coping Self-Statements scores 
than at pre-treatment (tl). Post hoc comparisons further revealed that 
the Cognitive+Grief group significantly decreased its Catastrophizing 
score when compared with the Grief and Control group. Although not 
significantly different from the other three treatment groups, the 
Cognitive group marginally decreased its Catastrophizing score when 
compared with the Control and Grief groups. 
Post hoc comparisons for the Ignoring Pain subscale revealed no 
significant treatment group differences. 
3.6.2 Summary of analyses of pre to post-treatment scores on the 
CSQ. The Cognitive+Grief group significantly decreased its 
Catastrophising score when compared with the Grief and Control 
groups and increased its Diverting Attention score when compared with 
the Control group. Both the Cognitive+Grief and Grief groups 
significantly increased their Coping Self Statements scores when 
compared with the Cognitive group. 
3.6.3 Analysis of post-treatment (8 week) to 6 month follow-up 
scores on the CSQ scale. A one-way MANOVA ofthe post treatment 
(8 week) to 6 month follow-up change scores (t2-3) revealed that there 
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was a significant difference between the four treatment groups on the 
overall CSQ scale, Wilks' Lambda, E(21,141.2) = 2.20, p < .01. 
Subsequent univariate F tests revealed that the subscales of 1: 
Diverting Attention, E(3, 55) = 3.57, p < .02; 2: Reinterpreting Pain, 
E(3, 55) = 3.51, p < .02 and 7: Increasing Behaviour, F(3, 55) = 3.68, p 
< .01, were significant. However, post hoc comparisons revealed that 
only the Control group had significantly increased its Diverting 
Attention score when compared with the Cognitive group. 
3.6.4 Summary of analyses of post-treatment to 6 month follow-
up scores on the CSQ. The Control group had significantly increased 
its Diverting Attention score when compared with the Cognitive group. 
3.6.5 Analysis of pre-treatment to 6 month follow-up scores on 
the CSQ. A one-way MANOVA using the pre-treatment to 6 month 
follow-up mean change scores (tl-3), revealed a significant treatment 
group difference, Wilks' Lambda, E(21, 144.1) = 1.76, p > .02. 
Subsequent univariate F tests showed the subscale 3: Coping Self 
Statements to be significant, E(3, 56) = 3.98, p < .01, and the subscales 
2: Reinterpreting Pain, E(3, 56) = 2.1, p < .09 and 5: Praying/hoping, 
E(3, 56) = 2.3, p < .08, to be nearing significance. Post hoc 
comparisons revealed that only the Cognitive+Grief group significantly 
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increased its Coping Self-Statements score when compared with the 
Cognitive group. 
3-6.6 Summary of analyses of pre-treatment to 6 month follow-np 
scores on the CSQ. The Cognitive+Grief group had significantly 
increased its Coping Self Statement score when compared with the 
Cognitive group. 
3.6.7 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables: Age. Gender. Painsite. Pain Length 
Insurance. Life Stress and Pet Ownership on the CSQ scores. There 
was no significant interaction between the four treatment groups and 
the independent variables of Age, Gender, Painsite, Pain Length, Pet 
Ownership, Life Stress or Insurance, but there was a near significant 
main effect for Insurance, Wilks' Lambda, E(7, 46) = 1.98, p <.07. 
Univariate F tests revealed the subscales oi Diverting Attention, E(l, 
52) = 4.15, p < .04 and Increasing Activity, E(l, 52) = 8.36, p < .01 to 
be significant. Involvement in an ongoing insurance claim was related 
to decreased Diverting Attention and Increasing Behaviour scores. 
3.6.8 Overall summary of analyses of scores on the CSQ. Pre to 
post-treatment, the Cognitive+Grief group significantly decreased its 
Catastrophising score and increased its Diverting Attention score. 
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Both the Cognitive+Grief and Grief groups significantly increased their 
Coping Self-Statements score.. At 6 month follow-up the 
Cognitive+Grief group had sustained its significant improvement on 
the Coping Self-Statements subscale. There was a near main effect for 
the independent variable of Insurance. Involvement in an ongoing 
insurance claim was related to decreased Diverting Attention and 
Increased Activity scores for all treatment groups. 
3.7.0 Beck Depression Inventory (BDI) 
3.7.1 Analysis of pre to post-treatment (8 week) scores on the 
BDL Table 5 presents the means (M) and standard deviations (SD) of 
the BDI scores for the Control, Cognitive, Grief and Cognitive+Grief 
groups, at pre-treatment (tl), post-treatment (t2) and six month follow-
up (t3). A one-way ANOVA using the pre to post-treatment (8 weeks) 
change scores (tl-2) from the BDI revealed a significant group 
difference, E(3, 56) = 3.24, p < .02. Subsequent post hoc comparisons 
revealed that no treatment groups were significantly different. 
3.7.2 Analysis of post-treatment (8 week) to 6 month follow-up 
scores on the BDI. A one-way ANOVA using the post-treatment (8 
week) to 6 month follow-up change scores (t2-3) revealed no 
significant treatment group difference. 
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Table 5 
Means (M) and Standard Deviations (SD) ofthe scores for the TWk Depression inventory fRnr) 
Pain Rating Index ofthe McGill Pain Questionnaire (PRT). Visual Analogue Scale (VAS), 
Cognitive Distortions Check List and the Grief Inventory scores, for the Control f AC) Cognitive 
(C). Grief (G) and Cognitive+Grief (C+G) groups at. nre-treatment (tl). post treatment (t2) and 






























































































































































3.7.3 Analysis of pre-treatment to 6 month follow-up scores on 
the BDI. A one-way ANOVA using the pre-treatment to 6 month 
follow-up change scores yielded no significant treatment group 
difference. 
3.7.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables: Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the BDI scores. No 
significant interaction emerged between the four treatment groups and 
the independent variables of Age, Gender, Painsite, Pain Length, 
Insurance or Life Stress, but there was a significant main effect for Pet 
Ownership, E(l, 52) = 3.46, p < .02. Pet Ownership was related to a 
decrease in BDI scores. That is, pet owners tended to be less 
depressed. 
3.7.5 Overall summary of analyses of screes on the BDI Pre to 
post treatment, there was no significant treatment group difference. 
Pet Ownership was related to decreased depression scores. 
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3.8.0 Pain Rating Index ofthe McGill Pain Questionnaire (PpT) 
3.8.1 Analysis of pre to post-treatment (8 week) scores on the 
EEL Table 8 presents the means (M) and standard deviations (SD) of 
the PRI scores for the four treatment groups at pre-treatment (//), post-
treatment (t2) and 6 week follow-up (t3). A one-way ANOVA using 
the pre to post-treatment (8 weeks) change scores (tl-2) revealed no 
significant treatment group difference. 
3.8.2 Analysis of post-treatment (8 week) to 6 month follow-up 
scores on the PRI. No significant treatment group difference was 
found using a one-way ANOVA. 
3.8.3 Analysis of pre-treatment to 6 month follow-up scores on 
the PRI No significant treatment group difference was found using a 
one-way ANOVA. 
3.8.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables: Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the PRI scores. No 
significant interaction between the four treatment groups and the 
independent variables of Age, Gender, Painsite, Pain Length, 
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Insurance, Life Stress or Pet Ownership emerged, but there was a 
significant main effect for Pet Ownership, E(l, 52) = 2.64, p < .05. 
Pet Ownership was positively related to decreased PRI scores. 
3-8.5 Overall summary of analyses of scores on the PRT preto 
post-treatment, there was no significant treatment group difference. Pet 
Ownership was positively related to a decrease in PRI scores. 
3.9.0 Visual Analogue Scale (VAS) 
3.9.1 Analysis ofthe pre to post-treatment (8 week) scores on the 
VAS- Table 5 presents the means (M) and standard deviations (SD) of 
the VAS for the four treatment groups pre-treatment (tl), post-
treatment (t2) and 6 month follow-up (t3). No significant treatment 
group difference emerged using a one-way ANOVA on the pre to post-
treatment (8 week) change scores (tl-2). 
3.9.2 Analysis ofthe post-treatment (8 week) to 6 month follow-
up scores on the VAS. A one-way ANOVA revealed no significant 
treatment group difference when using the post-treatment (8 week) to 6 
month follow-up change scores (t2-3). 
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3.9.3 Analysis ofthe pre-treatment to 6 month follow-up scores 
OH the VAS- A one-way ANOVA revealed no significant treatment 
group difference when using the pre-treatment to 6 month follow-up 
change scores (tl-3). 
3.9.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables: Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the VAS scores. There 
was no significant interaction between the four treatment groups and 
the independent variables of Age, Gender, Painsite, Pain Length, 
Insurance Life Stress or Pet Ownership. 
3.9.5 Overall summary of analyses ofthe VAS scores. Pre to 
post-treatment, there was no significant treatment group difference. 
3.10.0 Cognitive Distortions Check List 
3.10.1 Analysis of pre to post-treatment (8 week) scores on the 
Cognitive Distortion Check List Table 5 presents the means (M) and 
standard deviations (SD) ofthe scores for the four treatment groups, at 
pre-treatment (tl), post-treatment (t2) and 6 month follow-up (t3). To 
test for inter-item consistency Cronbach's alpha coefficient was 
calculated, with a satisfactory resultant score of .78. A one-way 
ANOVA using the pre to post-treatment (8 week) change scores (tl-2) 
revealed a significant treatment group difference, E(3, 56) = 9.87, p < 
.01. Subsequent post hoc comparisons revealed that both the 
Cognitive+Grief and Cognitive groups had significantly reduced their 
Cognitive Distortions scores when compared with the Control group. 
The Control group had actually increased its Cognitive Distortions 
score. 
3.10.2 Analysis of post-treatment (8 week) to 6 month follow-np 
scores on the Cognitive Distortions Check List. A one-way ANOVA 
using the post-treatment (8 week) to 6 month follow-up change scores 
(t2-3) revealed no significant treatment group difference. 
3.10.3 Analysis of pre-treatment to 6 month follow-up scores on 
the Cognitive Distortions Check List A one-way ANOVA using the 
pre-treatment to 6 month follow-up change scores (tl-3) yielded a 
significant treatment group difference, E(3, 56) = 9.87, p < .01. 
Subsequent post hoc comparisons showed that the Cognitive+Grief 
group had significantly reduced its Cognitive Distortions score when 
compared with the Cognitive, Grief and Control groups. 
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3.10.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables of Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the Cognitive Distortions 
Check List scores. No significant interaction emerged between the 
four treatment groups and these independent variables. 
3.10.5 Overall summary ofthe analyses of scores on the 
Cognitive Distortions Check List. Pre to post-treatment, the 
Cognitive+Grief and Cognitive groups significantly improved by 
reducing their Cognitive Distortions scores more than the Grief and 
Control groups. The Cognitive+Grief group sustained this significant 
improvement at 6 month follow-up. 
3.11.0 Grief Inventory 
3.11.1 Analysis ofthe pre to post-treatment (8 week) scores on 
the Grief Inventory. Table 5 presents the means (M) and standard 
deviations (SD) ofthe Grief Inventory for the four treatment groups at 
pre-treatment (tl), post-treatment (t2) and 6 month follow-up (t3). 
Inter-item consistency of this scale was estimated at .85 using 
Chronbach's alpha coefficient. No significant treatment group 
differences were found by one-way ANOVA, using the pre to post-
treatment (8 week) change scores (tl-2). 
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3.11.2 Analysis ofthe post-treatment to 6 month follow-up scores 
on the Grief Inventory. A one-way ANOVA using the post-treatment 
(8 week) to 6 month follow-up change scores (t2-3) revealed no 
significant treatment group differences. 
3.11.3 Analysis ofthe pre-treatment to 6 month follow-up scores 
on the Grief Inventory. No significant treatment group difference was 
found by one-way ANOVA using the pre- treatment to 6 month follow-
up change scores (tl-3). 
3.11.4 Analysis of pre-treatment to 6 month follow-up effects of 
the independent variables of Age. Gender. Painsite. Pain Length. 
Insurance. Life Stress and Pet Ownership on the Grief Inventory 
scores. There was no significant interaction between the four 
treatment groups and the independent variables oiAge, Gender, 
Painsite, Pain Length, Insurance, Life Stress or Pet Ownership. Life 
Stress yielded a near main effect, E(3,44) = 1.90, p < .06, which 
suggested that high Life Stress scores were related to increased Grief 
scores, across all treatment groups. 
3.11.5 Overall summary of analyses of srores on the Grief 
Inventory. Pre to post-treatment, there was no significant treatment 
group difference. 
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3.12.0 Overall summary of analyses of scores, (tl-2, t2-3. tl-3), on 
the INTRP. MPI. CSQ. BDI. PRI. VAS. Cognitive Distortion rwv 
List and the Grief Inventory 
3.12.1 Inventory of Negative Thoughts in Response to Pain 
(INTRP). One-way MANOVAs using the overall INTRP scale, pre to 
post-treatment, post-treatment to 6 month follow-up and pre to 6 month 
follow-up, showed no significant treatment group differences. 
Subsequent ANOVAs revealed, pre to post-treatment, that the 
Cognitive+Grief group significantly reduced its Average Frequency of 
Negative Thoughts other than Flare-up score when compared with the 
Control group. There were no further significant group differences on 
INTRP subscales, post-treatment to 6 month follow-up or pre-
treatment to 6 month follow-up. 
3.12.2 West Haven-Yale Multidimensional Pain Inventory (MPI). 
One-way MANOVAs on category 1 subscales (Pain Severity, 
Interference, Life Control, Affective Distress and Support) pre to post-
treatment and at 6 month follow-up, showed significant treatment 
group differences. Subsequent ANOVAs revealed that, pre to post-
treatment, the Cognitive+Grief group significantly increased its Life 
Control score when compared with the Grief and Control groups. 
This significant improvement was sustained at 6 month follow-up 
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where the Cognitive+Grief group also significantly decreased its 
Affective Distress score when compared with the Control group. Post-
treatment to 6 month follow-up, the Grief group significantly increased 
its Pain Severity score when compared with the Control group. 
One-way MANOVAs on Category 2 subscales (Punishing, 
Solicitous and Distracting), pre to post-treatment, post-treatment to 6 
month follow-up and pre-treatment to 6 month follow-up showed no 
significant treatment group differences. 
One-way MANOVAs on Category 3 subscales (House Chores,, 
Outdoor Work Away, Activities Away from Home, Social Activities and 
General Activity Level) revealed no significant treatment group 
differences pre to post-treatment, post-treatment to 6 month follow-up 
and pre-treatment to 6 month follow-up. 
Analysis ofthe MPI subscales according to the 'Dysfunctional 
profile' revealed that, by 6 month follow-up the Cognitive+Grief group 
was the most functional, followed by the Cognitive group, when 
compared with the Control group. The Grief group was the least 
functional. High Life Stress scores related to low General Activity 
Level scores across the four treatment groups. 
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Analysis ofthe M P I subscales according to the 'Interpersonal 
Distress profile', revealed that the Grief group experienced the highest 
interpersonal distress at the three assessments. The Cognitive+Grief 
group experienced the lowest interpersonal distress followed by the 
Cognitive then Control groups. 
Analysis ofthe 'Minimisers/Adaptive profile' revealed that at 6 
month follow-up, the Cognitive+Grief group coped best with chronic 
pain followed by the Cognitive, Grief then Control groups. Across all 
treatment groups, decreased life stress was related to increased general 
activities, involvement in insurance claims was associated with greater 
pain severity, pet ownership was related to increased activities away 
from home and increased age was related to decreased affective 
distress. 
3.12.3 Coping Strategy Questionnaire (CSQ). One-way 
MANOVAs for the overall CSQ scale, showed significant treatment 
group differences at each of the three assessments. Significant 
ANOVAs revealed that the Cognitive+Grief group significantly 
decreased its Catastrophising score when compared with the Cognitive 
and Control groups and significantly increased its Coping Self-
Statement and Diverting Attention scores when compared with the 
Cognitive and Control groups respectively. Pre-treatment to 6 month 
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follow-up, the Cognitive+Grief group sustained its significant 
increased Coping Self-Statement score when compared with the 
Cognitive group. 
3.12.4 Beck Depression Inventory (BDI). One-way ANOVAs 
showed no significant treatment group differences for the BDI scores, 
at any ofthe three assessments. 
3.12.5 Pain Rating Index (PRI). One-way ANOVAs showed no 
significant treatment group differences for PRI scores at any ofthe 
three assessments. 
3.12.6 Visual Analogue Scale (VAS). One-way ANOVAs 
revealed no significant treatment group differences at any ofthe three 
assessments. 
3.12.7 Cognitive Distortions Check List. One-way ANOVAs 
showed significant treatment group differences for the Cognitive 
Distortions scores, pre to post-treatment, and pre-treatment to 6 month 
follow-up. Pre to post-treatment the Cognitive+Grief group 
significantly reduced its Cognitive Distortions score when compared 
with the Cognitive, Grief and Control groups. This pattern of 
reduction across the four treatment groups was sustained at the 6 
month follow-up. 
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3.12.8 Grief Inventory. One-way A N O V A s revealed no 
significant treatment group differences at the three assessments. High 
life stress compounded grief symptoms. Decreased grief symptoms 
were related to pet ownership. 
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Chapter 4: Discussion 
4.1.0 Overview 
This chapter begins with a brief review ofthe extent to which the 
aims of this study were achieved and the whether hypotheses were 
supported by the results. Results are then discussed in detail in 
relation to the aims and hypotheses, past research and theoretical 
implications. The strengths and limitations ofthe present study are 
then considered, followed by a discussion of future research directions. 
4.2.0 Brief review of results relating to aims and hypotheses 
The first aim of evaluating the extent to which a Cognitive 
treatment program facilitated improved long term chronic pain 
adjustment was achieved by comparing the results for the Cognitive 
group with those ofthe Control group, at post-treatment and 6 month 
follow-up. 
Hypothesis 1, that a group Cognitive program would facilitate 
greater patient long term adjustment to chronic pain, as evinced by 
greater improvement on all dependent measures, than the Control 
program, was in part supported. Subjects completing the Cognitive 
program reduced their cognitive distortions significantly more than 
those completing the Control program. 
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The second aim of evaluating to what extent a Grief Resolution 
program facilitated improved long term chronic pain adjustment was 
achieved by comparing the results for the Grief Resolution group with 
those for the Control group at post-treatment and 6 month follow-up. 
Hypothesis 2, that a group Grief Resolution program would 
facilitate greater patient long term adjustment to chronic pain, as 
evinced by greater improvement on all dependent measures, than the 
Control program, was not stastically supported. 
The third aim of identifying which aspects ofthe chronic pain 
syndrome were affected by the individual Cognitive and Grief 
programs was achieved by comparing the results ofthe two groups 
both at post-treatment and 6 month follow-up. The Cognitive program 
subjects did not differ significantly from the Grief program subjects on 
any post-treatment measures. 
The fourth aim of evaluating to what extent the addition of a Grief 
Resolution component enhanced the effectiveness of a Cognitive 
program to facilitate long term adjustment to chronic pain, was 
achieved by comparing results for the combined Cognitive+Grief 
Resolution program with those ofthe individual Cognitive and Grief 
Resolution programs, both at post-treatment and 6 month follow-up. 
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Hypothesis 3, that a group Cognitive+Grief Resolution program 
would facilitate greater patient long term adjustment to chronic pain, as 
evinced by greater improvement on all dependent measures than the 
Cognitive or Grief Resolution programs, was supported. The subjects 
in the Cognitive+Grief program significantly reduced their use of 
cognitive distortions when compared with the Cognitive program 
subjects, and significantly increased both their life control, when 
compared with Grief program subjects, and coping self-statements 
when compared with the Cognitive program subjects. The 
Cognitive+Grief program subjects emerged as less dysfunctional than 
those in the Grief program and reported the highest level of 
minimising/adaptive coping. In general, these improvements were 
sustained at 6 month follow-up. 
The fifth aim of ascertaining to what extent the independent 
variables of Age, Gender, Painsite, Pain Length, Insurance, Life Stress 
and Pet Ownership had an effect on group treatment outcomes was 
achieved by examining these variables for possible interactive or 
individual effects on the four treatment groups. The independent 
variables did not have a significant interactive effect on treatment 
group outcomes. However, six out of seven independent variables 
affected dependent variables across treatment outcomes. Increased 
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age modified affective distress and low back pain was associated with 
increased use of self-blame and negative thoughts other than in pain 
flare-up. Greater pain length was related to increased behaviour and 
negative family/significant others' responses. High life stress was 
related to increased negative self-thoughts, life interference due to pain, 
grief symptoms and negative family/significant others' responses, and 
decreased general activity. Ongoing insurance claims were related to 
increased negative thoughts, affective distress and pain severity. Pet 
ownership was related to decreased negative thoughts, depression and 
pain intensity, improved emotional well being and increased activities 
away from home. 
4.3.0 Detailed discussion of results relating to aims and hypotheses 
4.3.1 Comparison of Cognitive and Control programs. Some of 
the results support the contention that the Cognitive program facilitated 
greater long term adjustment to chronic than the Control program. For 
example, the Cognitive group members significantly reduced their use 
of overall cognitive distortions (as measured by the Cognitive 
Distortions Check List) when compared with the Control group. 
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However, contrary to expectations, the Cognitive group did not 
significantly decrease their use of negative thoughts or increase control 
over such thoughts when not in pain flare-up, even though the ordinal 
data trends suggested such improvement. Why this was so is not 
clear. It is possible that, to modify well entrenched patterns of 
negative thoughts in response to pain flare-up, it takes sustained 
practise over many months. 
There are a number of possible factors that may have contributed 
to the Cognitive group members reducing their cognitive distortions. 
First, the therapist was a health professional and thus may have carried 
a certain authority. Possibly, contrary to what subjects had 
experienced before, they were encouraged by the therapist to 'take 
control of their pain' Some subjects found it difficult to embrace 
responsibility for their own pain management, possibly through fear of 
failure, lack of practice or not being willing to take responsibility for 
their own behaviour. Skevington (1995), in her extensive review of 
past research examining the relationship between internal control and 
adjustment to chronic pain, mentions similar problems. The Cognitive 
program continually emphasized the reasons why the therapist 
constantly encouraged subjects to 'take control', 'make decisions' and 
'pace themselves'. 
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Secondly, the group process may have offered relatively 
unconditional support and modelling and had an energising effect. 
Many subjects reported that "they looked forward to coming to group 
sessions", that "sessions helped them understand the nature of chronic 
pain and how to manage it", that "they were no longer alone" and that 
"they could rehearse the exercises and keep each other up to the mark". 
Some group members who were further advanced in their 'pain 
journey', that is, adjusting from acute to managing chronic pain, 
encouraged the others who were still locked in despair after they 
realised that 'there was no cure for their pain'. Stating that "I've been 
there and I remember what it was like, but it does get better", appeared 
to offer both comfort, support and modelling for other group members 
to follow. 
Thirdly, feeling accepted, gaining knowledge and skills, 
experiencing encouragement and having structure, purpose and goals 
may all have contributed to improved mood which in turn may have 
modified subjects' negative thinking. 
Fourthly, the Cognitive program specifically addressed modifying 
subjects' cognitive distortions. Cognitive distortions are complex 
patterns of thought which appear to be very prevalent in our Western 
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society. They are patterns of thinking that may be handed down from 
generation to generation. Our style of daily news coverage well 
illustrates how many cognitive distortions permeate our culture. It is 
therefore difficult to actually change a person's lifetime pattern of 
thinking in six sessions. However, developing insight into the way 
one thinks can be very liberating. The Cognitive program 
workshopped group members' pattern of thinking in a constructive 
way. Many members reported having "never realised that they 
'catastrophized' or 'disqualified the positive' or engaged in 'all or 
nothing thinking'" They came to realise that many cognitive 
distortions were driven by fear and anxiety; fear about their future and 
anxiety regarding their ability to cope with ongoing chronic pain. The 
Cognitive program gave them knowledge and skills to combat such 
fear and anxiety. 
The above results are consistent with past research which has 
associated decreased negative thoughts, reduced cognitive distortions 
and increased control over pain symptoms with increased adjustment to 
chronic pain (Beckham et al., 1991; Gil et al., 1990; Parker et al., 1989; 
Smith, O'Keeffe & Christensen, 1994). 
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Results from the M P I suggested that the Cognitive program 
did not significantly decrease pain severity/interference for either the 
Cognitive or Control groups. These results are not consistent with 
past research (Skevington, 1994; Beckham, et al. 1994; Keefe, et al. 
1990) which found cognitive therapy to be associated with lower levels 
of pain and disability. 
Of further interest is the relationship between high levels of pain 
and various coping mechanisms. Overall, the use of coping strategies 
such as 'diverting attention', 'ignoring pain sensations' and 'increasing 
behaviour' was very low for all treatment groups. Skevington (1995), 
reviewing past research in this area, suggests that many variables may 
affect why people use or do not use certain coping strategies. Such 
variables may include length of pain, type of personality (A or B) and 
sense of self-efficacy, that is, confidence that a particular strategy will 
actually work. Furthermore, past research (McCaul & Malott, 1984) 
suggests that techniques such as distraction are only effective with low 
level pain. Considering that the average level of pain intensity for 
most subjects in this study was high (on average, 4.5 out of 6 on the 
MPI subscale oiPain Severity) this may also partially explain why 
most subjects made little use of the diverting attention strategy. These 
results are also consistent with Jensen and Karoly's (1991) research 
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which suggested that cognitive coping strategies such as 'distracting' 
were not effective for high levels of pain. The most effective strategy 
appeared to be the use of 'active' as opposed to 'passive' 'distracting' 
techniques, at the initial onset of a 'pain flare-up'. Possibly, such 
active distraction is powerful enough to override moderate pain 
sensations. 
In the present research the coping strategy of 'catastrophising' was 
conceptualized as a cognitively distorted coping mechanism. It was 
expected that the Cognitive group, pre to post-treatment, would 
significantly decrease its use of catastrophising more than the Control 
group and that this improvement would be sustained at 6 month 
follow-up, because the modifying of cognitive distortions such as 
castastrophising, was targeted in the Cognitive program. 
Such expectations are consistent with past research. A number of 
studies attest to the negative consequences of catastrophising and the 
benefits of reducing this maladaptive pain coping response. For 
example, Keefe et al., (1990) demonstrated that a pain coping skills 
training program which included strategies to reduce catastrophising 
resulted in significant improvement in reducing pain intensity and 
psychological disability. Furthermore, Beckham et al., (1991) found 
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that Rheumatoid Arthritis patients w h o were high on catastrophising 
had poorer adjustment to chronic pain. Keefe et al, (1989) identified 
catastrophising as a maladaptive pain coping response and Turner and 
Clancy (1986) found that decreased use of catastrophising was related 
to reduced pain intensity and psychosocial impairment, in chronic low-
back pain patients. However,in the present study, the Cognitive group 
did not significantly decrease its use of catastrophising as expected. It 
is not clear why this was so. It is possible that the use of 
catastrophising particularly reflects the high level of anxiety that many 
pain patients experience when faced with their unkown future. 
Similarly, while the ordinal relationship data trends suggested that, 
pre to post-treatment, the Cognitive group members decreased their 
depression whereas the Control group actually increased their 
depression, these results were also surprisingly not significant, even 
though the Cognitive group, at 6 month follow-up, had a BDI mean 
score of 16.73 (the lower end of'Borderline clinical depression') 
(Burns, 1980) while the Control group had increased its depression to a 
mean score of 20.20 (the top end of 'Borderline clinical depression'). 
Given the results of past research, a significant difference in the 
groups might have been expected. For example, Smith, Follick, Ahem 
and Adams (1986) found that a high level of cognitive distortion was 
related to increased depression and disability in chronic back pain 
patients. Furthermore, Smith, Peck and Ward (1990) found that the 
use of active coping strategies such as those taught in the present 
study's Cognitive program, enabled subjects to avoid or minimize 
depression. In the present study the high baseline BDI scores for all 
treatment groups may well have contributed to lack of significant 
group differences. Such high depression could be the product of the 
constant life disturbance brought about by severe pain and related lack 
of sleep, poor appetite and frustration; all the hallmarks of a chronic 
pain syndrome. 
Scores on the dependent measure of 'Grief were also non 
significant, even though ordinally, the Cognitive group, pre to post-
treatment, showed a decrease in its number of grief symptoms when 
compared with the Control group. This decrease was sustained at 6 
month follow-up. Bearing in mind that the Control group experienced 
undirected group discussion where as the Cognitive group received a 
formal structured Cognitive program, it is possible that working on 
reducing negative thoughts and cognitive distortions and developing 
positive coping strategies may have had some positive effect on 
reducing the symptoms of grief. 
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While there appears to be little if any past research on the role of 
grief in chronic pain management, research related to grief experienced 
after the loss of a loved one, following terminal illness, suggests that 
bereaved people often experience hostility towards others, guilt, 
restlessness and inability to concentrate on activities (Parkes & Weiss, 
1983; Stroebe & Stroebe, 1987). It is also possible that the Cognitive 
program provided a framework which facilitated the grieving subjects 
to focus and redirect such powerful emotions towards resolving their 
grief. 
As Turk and Rudy (1987) have pointed out, the experience of 
chronic pain has to be contextualized. For most chronic pain patients, 
therefore, family/significant others' responses to their chronic pain 
may play an important role in their chronic pain management and 
ultimate adjustment. It was thus interesting to note that by 6 month 
follow-up, the positive responses from family/significant others had 
decreased for the Cognitive group. That is, they experienced greater 
reduction in support and solicitous responses and an increase in 
punishing responses, when compared with their-base line scores. It 
may be that the Cognitive program influenced subjects to take more 
'control' over their lives which, in turn, altered their well established 
family/significant other interactional patterns of pain behaviour. Such 
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changes could have led to a familial power balance disturbance with 
the family/significant others responding with feelings of anger and 
withdrawal as their chronic pain family member became less 
dependent and began to reclaim his/her place in the family. 
Furthermore, interviews with family members/significant others during 
the pain program suggested that many families still operated from the 
acute pain model, that is, they expected the chronic pain person to 
ultimately be 'cured'. This appeared to be the expectation that many 
family/significant others had ofthe results of chronic pain program. 
Therefore, when their chronic pain family member still complained of 
severe pain during and after completing the pain management program, 
many family members may have felt angry and disillusioned that the 
'cure' had not occurred. Because living with a chronic pain family 
member can be a very stressful, exhausting experience, it appeared that 
some families had also hopefully relinquished their perceived 
responsibility for the chronic pain family member, to the pain program. 
These observations from family interviews may offer one possible 
explanation for the reported reduction in family/significant others' 
support, solicitous responses and increased punishing responses. 
Alternatively, the withdrawal of family/significant others could be seen 
as a positive step towards the pain subjects becoming more 
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autonomous. That is, if attention and sympathy from 
family/significant others positively reinforces expressions of pain and 
other pain behaviours, as behavioural models suggest, withdrawal of 
such reinforcers may ultimately enhance the effect of a Cognitive 
program which emphasizes patients becoming responsible for 
managing their chronic pain. 
These findings are consistent with past research. For example, 
Gil, Keefe, Crisson and Van Dalfsen (1987) and Flor, Kerns and Turk 
(1987) found that subjects who reported higher levels of satisfaction 
with their social support also exhibited higher levels of pain-related 
behaviour. Flor et al. (1987) also found that subjects whose spouses 
showed greater levels of concern for them, reported higher levels of 
pain intensity and lower activity levels than those subjects whose 
spouses showed reduced concern. 
In summary, the Cognitive group had only significantly reduced 
its cognitive distortions when compared with the Control group. 
4.3.2 Comparison of Grief and Control programs. There was no 
significant difference between the Grief and Control groups on all 
dependent measures. This is surprising for, given Worden's (1982) 
model of grief resolution, it could have been expected that the BDI and 
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Grief measures may have registered some improvement in the Grief 
groups' mood. However, it is possible that the process of grieving, 
which Worden (1982) suggests can take up to two or more years to 
resolve, was still ongoing for most subjects, and therefore it was too 
early to register mood improvement. It would be interesting for future 
research to do 1 and 2 year follow-up measures to ascertain if the Grief 
program did in fact facilitate grieving and thus improve adjustment to 
chronic pain. 
4.3.3 Comparison ofthe Cognitive and Grief programs. 
Results showed that the Cognitive program did not produce 
significantly different results on all dependent measures when 
compared with the Grief program. This was surprising considering 
that the Cognitive program targeted modifying specific areas such as 
negative cognitions, cognitive distortions, life control and a range of 
cognitive coping strategies. Furthermore, past research, for example, 
Gil, et al. (1990), Smith, et al. (1994) and Beckham, et al. (1994) found 
that cognitive programs significantly reduced negative thoughts, 
cognitive distortions, increased life control, and thus facilitated 
adjustment to chronic pain. Why the present study did not get 
significant results may be in part related to its small sample size. 
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However, as noted by Jensen and Karoly (1991), high levels of pain 
modify perceived pain controllability and the overall pain level of 
subjects in the present study was high. This fact may have influenced 
their ability to absorb the cognitive component. Furthermore, both 
treatment groups appeared to use few coping strategies. For example, 
reinterpreting pain, as measured by the CSQ, appeared to be a coping 
strategy that chronic pain subjects resisted using. It may be that the 
subjects were not familiar with, and were thus uncomfortable with the 
visualisation process that was used to reinterpret pain. 
While the CSQ subscale of Praying/Hoping is a coping strategy 
common to our Western Christian culture, in the context of 
rehabilitation, it was considered a passive strategy which did not 
encourage the pain subject to take control of managing his/her chronic 
pain. As the pain management program made the assumption that it 
was adaptive to learn to take 'control' of one's pain it was therefore 
considered an improvement when all treatment groups reduced their 
reliance on such passive strategies as praying/hoping. However, this 
coping strategy appeared to have held little interest for both the 
Cognitive and Grief groups. Overall, the results suggest that their use 
of coping strategies to manage chronic pain was low and that, in future, 
all treatment groups could target this area for improvement. 
In summary, while there was no statistically significant difference 
between the two programs the data trends suggest that each program 
may have affected different aspects. For example, it appears that the 
cognitive program may have modified negative thoughts, cognitive 
distortions, (particularly catastrophising), grief and increased control 
over pain, life control and general activities whereas a the Grief 
program appeared to be more effective in modifying pain severity, 
interference from pain and depression. Interestingly, it did not reduce 
grief symptoms more than the Cognitive program, as may have been 
expected. The most likely explanation is the time factor. Clinical 
interviews with long term patients suggest that it can take from two to 
five years to adjust to chronic pain. Six months may be too short a 
follow-up period to register improvement in grief resolution. 
Secondly, perhaps simply ventilating ones emotional distress is not 
sufficient to modify grief symptoms. Active thought restructuring, as 
was taught in the Cognitive program, may be a necessary component 
for successful grief resolution. 
4.3.4 Comparison ofthe Cognitive+Grief and the individual 
Cognitive and Grief programs. Results generally indicated that the 
Cognitive+Grief program was more effective in facilitating long term 
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adjustment to chronic pain than the individual Cognitive or Grief 
program-
Results from the MPI suggested that overall, at 6 month follow-up, 
the Cognitive+Grief group emerged with the highest functional and 
adaptive coping profile, the greatest improvement in coping strategies 
and the greatest reduction in depression, cognitive distortions and grief. 
The functional profile was made up from the subscales of Life 
Control, General Activities and Affective Distress. The 
Cognitive+Grief group significantly increased its life control compared 
with the Grief group. A possible explanation for this improvement 
may be that the cognitive component which both encouraged the 
development of self-efficacy beliefs and taught the coping skills 
necessary to develop such beliefs, contributed to this increased life 
control. Furthermore, Worden's (1982) model of the grief resolution 
component freeing up energy to actively participate in the Cognitive 
program may offer a partial explanation. 
The ventilation of distressing emotions and the unconditional 
attention and support received from both therapist and group members 
appears to have contributed towards restoring subjects' beliefs 'that 
they mattered', 'that at last someone understood how they were 
feeling', 'that their pain was genuine' and 'that there was hope, light at 
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the end ofthe tunnel'. Negative emotions such as anger, despair and 
hopelessness, and behaviour such as 'acting out' in anger or 
hibernating in depression were recognised and legitimised by the grief 
resolution program. Such recognition in itself was a powerful healing 
tool. Many subjects reported that it allayed their secret fear 'that they 
were going mad'. 
Thus, offering a model ofthe chronic pain syndrome that 
recognised and addressed the grief component appeared to be an 
important factor in reducing anxiety, improving mood and putting 
subjects in a more positive frame of mind to engage in other aspects of 
the overall Cognitive-Behavioural program such as the cognitive 
restructuring, stress management, relaxation, education and gym 
components. While not statistically significant, the clinical decrease 
in negative mood (as measured by the BDI) experienced by the 
Cognitive+Grief group further supports the above interpretation. 
Increased self-efficacy has a positive effect on mood and activity. 
The vicious negative cycle of chronic pain is reversed and each 
improvement reinforces the other. This synergistic effect was further 
demonstrated by the Cognitive+Grief group showing the most adaptive 
profile with greater life control, and possibly,general activity and and 
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lower pain severity, interference and affective distress than either the 
Cognitive or the Grief group. 
Results from further measures such as the CSQ, Affective Distress 
scale ofthe MPI and Cognitive Distortions Check List also supported 
the above contention. Coping self-statements, as measured by the 
CSQ, significantly increased for the Cognitive+Grief group. One 
would expect enhanced self-efficacy and increased life control to 
express itself in the increased use of such statements. Furthermore, 
the significant decrease in catastrophising and clinical improvement in 
mood experienced by the Cognitive+Grief group further supports the 
notion of a positive synergistic relationship between the cognitive and 
grief resolution components. It is worth noting that all groups, pre-
treatment, provided BDI scores on or above the top end of 'Borderline 
clinical depression' (Burns, 1980), that is, their scores were above 19. 
By post-treatment, the Cognitive+Grief group was the only one to 
bring its score into the normal range of below 15, and this 
improvement was sustained at 6 month follow-up. As past research 
(Beckham, et al., 1994; Smith, et al., 1988) has linked depression with 
both negative cognitions and emotions, it is likely that the combined 
Cognitive+Grief program better targeted these two aspects and thus 
more effectively improved mood. 
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Of particular interest was the family/significant others' responses. 
The grief component appeared to have a negative effect on some 
measures of social support. The Grief group received significantly 
less support than the Cognitive group and the Cognitive+Grief group, 
though not statistically significant, appeared to follow a similar pattern. 
Again, a similar pattern emerged for the solicitous and distracting 
responses, as measured by the MPI. Why these results came about is 
not clear. In addition to the possible explanations offered earlier when 
evaluating the Grief program, it may be that the chronic pain family 
member 'working through' his/her grief emotions was disturbing to the 
family. Expressing any emotions, and in particular negative ones, 
may be looked upon in a negative light in an Anglo Saxon culture (the 
culture of all subjects). It is possible that family/significant others 
may have felt uncomfortable when faced with such emotional display 
and, not knowing how to appropriately respond to such behaviour, 
withdrew. This 'withdrawal' coping mechanism is consistent with 
Peck's (1982) observations that family responses to a member having 
chronic pain, can range from 'over protection' to 'denial'. 
Furthermore, a treatment program that either directly or indirectly 
empowers a person and thus alters the power balance, may elicit 
negative familial emotional responses such as fear, anger and 
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resentment, all of which can be expressed by the family/significant 
others withdrawing support. Certainly, anger appeared to be a 
relevant emotion driving the increased punishing response experienced 
by all treatment groups. However, why the Grief group experienced 
the greatest negativity from the family/significant others was not really 
clear. This would be a very worth while area for further future 
research. 
4.3.5 Discussion ofthe relationship between the independent 
variables and the dependent measures. The fifth aim of the present 
study was to ascertain to what extent the independent variables oiAge, 
Gender, Painsite, Pain Length, Life Stress, Insurance and Pet 
Ownership had an effect on group treatment outcomes, as evinced on 
all dependent measures. 
Overall, the independent variables did not have any significant 
moderating effects on treatment group differences. One possible 
explanation for this result may be the fact that an effort was made to 
make the four treatment groups equivalent on all independent variables 
except Life Stress. However, six independent variables appeared to 
exert some modifying influence on certain subscales ofthe dependent 
measures, across the four treatment groups. 
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Age. Age appeared to have had a modifying effect on levels of 
Affective Distress. That is, older subjects, for example, 50 years and 
over appeared less depressed than younger subjects. This trend has 
also been noted by past research (e.g.,Cairns, et al., 1994; Turner & 
Noh, 1988, cited in Skevington, 1995). It may be that older chronic 
pain subjects do not feel so distressed at life losses sustained due to 
chronic pain because they have already lived a sizeable portion of their 
life and possibly achieved much. Certainly, clinical interviews 
suggested this interpretation. Those subjects under 30 years of age 
displayed more affective distress and bewailed their loss of future 
hopes/dreams and possible achievements more than the older subjects. 
Painsite and Pain Length: Both Painsite and Pain Length 
emerged as possibly having a moderating influence on some ofthe 
dependent measures. Low back pain appeared to be related to higher 
use of negative thoughts, especially self-blame, when not in a pain 
flare-up. One possible explanation may be that most subjects with low 
back pain had sustained work/fall related accidents and subjects often 
blamed themselves for these accidents. Involvement in ongoing 
insurance claims and family/significant others' negative responses also 
often reinforced this self-blame. Resulting depression and negative 
thoughts were increased. The distressing effects of low back pain are 
well documented by past research (e.g., Polatin et al., 1993; Bigos et 
al., 1991). Interestingly, in the present study, greater pain length was 
associated with increased behaviour such as shopping and visiting 
friends but a decrease in family/significant others engaging in 
distraction responses. These results suggest, yet again, that with the 
'passing of time' some form of adjustment did take place, that is, 
gradually the chronic pain sufferer may come, at least partially, to 
accept the pain induced losses and that the family/significant others 
may also adjust to such changes. However, these results are in 
contrast with those of Callahan, McCoy and Smith (1992) who found 
that rheumatoid arthritis patients, with longer disease duration, 
reported higher levels of pain, dissatisfaction and daily living 
difficulties than did those patients with disease of less than two years. 
Perhaps disease free chronic pain differs from disease related pain. 
For example, rheumatoid arthritis patients face the likely future of 
escalating symptoms which could lead to higher pain levels and 
dissatisfaction, whereas clinical observation suggests that disease free 
chronic pain can be stabilised by management and even sometimes 
reduced. 
Life Stress. The impact of life event stressors exerted a strong 
influence on a number of dependent variables. In the present study, a 
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Life Stress score of under 150 was considered low, under 350 moderate 
and over 350 high. Ofthe 60 subjects in the present study, 38% of 
subjects had scored over 350 with 28.3% of subjects scoring between 
500 and 700. These results suggest that over half the subjects reported 
having experienced a very high number of possible stressful life events 
since the onset of their chronic pain.. 
Present results further suggest that a high Life Stress score was 
associated with increased negative self-thoughts, grief, life interference 
and punishing responses from family/significant others. It also 
appeared to be associated with a decrease in the use ofthe coping 
strategy of diverting attention and general activities. It is possible that 
chronic pain may set up a vicious circle consisting of many losses, high 
anxiety, frustration, negative mood and cognitions and low physical 
activity with resulting physical deconditioning and maladaptive 
family/significant interaction. That is, the very nature of conceptually 
moving from an 'acute' to a 'chronic pain' condition may bring with it 
all the stresses associated with experiencing many losses, both intra 
and interpersonally and socioeconomically, thus adding to the actual 
physical losses sustained. These results are consistent with past 
research which found that chronic low back pain was a complex 
psychosocioeconomic phenomenon (Gatchel et al., 1989) and that 
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psychosocial variables could interact with physical symptoms to 
contribute to disability (Gatchel et al., 1995). 
Insurance. For all subjects, involvement in an ongoing insurance 
claim appeared to be associated with increased use of negative social 
cognitions and self blame, increased affective distress and pain 
severity, and a decrease in the use of distraction by family/significant 
others, when compared with those subjects not involved in an 
insurance claim. All subjects across the four treatment groups, who 
were involved in protracted insurance claims with either Work Cover 
or TAC, reported experiencing ongoing intense frustration and anxiety. 
For example, most were regularly subjected to routine medical 
examinations by doctors who often appeared, at best, insensitive to the 
subject's ongoing trauma, and at worst, blatantly harassing. The 
adversarial nature ofthe legal proceedings for compensation often 
exacerbated these events. Most subjects experienced ongoing anxiety 
in regard to the security of their weekly finances. In all, the 
involvement in an insurance claim, in many cases, exacerbated the 
ongoing trauma experienced by chronic pain subjects. 
These findings are in line with past research (e.g., Carey, 1994; 
Young, 1991). However, they may, on first glance, appear to be 
138 
inconsistent with research by Melzack, Katz and Jeans (1985, cited in 
Carey, 1994), in which they found similar pain scores and pain 
descriptor patterns between compensation and non compensation 
patients in a study of 145 patients suffering low back and 
musculoskeletal pain. However, in the present study, subjects 
involved with insurance were still in the process of settling their claims 
whereas Melzack et als' sample was divided into those subjects who 
had received compensation as opposed to those who had not. Future 
longitudinal research could ascertain the effects that insurance 
compensation resolution might have on subjects' levels of negative 
mood, pain severity and family interaction. Post insurance settlement 
clinical interviews with pain patients suggest that many of them make 
rapid adjustment to their chronic condition once the compensation 
issue is resolved. 
Pet ownership: In the present study, pet owners used less self-
blame and catastrophising and experienced less depression, grief and 
pain intensity, when compared with non pet owners. Furthermore, 
they experienced an increase in activities away from home. Many pet 
owners reported experiencing comfort and motivation from 'walking 
the dog' or 'showing the birds'. There is an ever growing body of 
research which suggests that owning a pet engenders many 
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psychological and physical benefits for the owner. For example, M c 
Harg et al. (1995) surveying a representative sample of Australians, 
found a strong association between dog ownership and physical and 
psychosocial well-being, especially in times of stress and anxiety. 
Garrity et al. (1989) also found a positive relationship between pet 
attachment and improved mood. 
4.4.0 Methodological considerations, strengths and limitations 
4.4.1 Definition of terms. The present study contained a number 
of methodological strengths. One such strength was that all terms in 
the hypothesis had been operationally defined according to definitions 
used in current chronic pain research literature, as recommended by 
Kerlinger (1986, cited in Heppner, Kivlighan, & Wampold, 1992). 
Kerlinger states that past efforts to compare various chronic pain 
research have been hampered by this lack of common operational 
definitions. Furthermore, the main dependent measures used in the 
present research (e.g., MPI, BDI, McGill) were those recommended by 
Mikail et al. (1993) as most suitable, as a result of his extensive factor 
analyses of pain measures. These strengths enable the present results 
to be meaningfully related to the rapidly growing volume of current 
research knowledge on this topic. 
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4.4.2 Error variance. A n effort was made to minimise error 
variance, particularly due to errors of measurement, by using more than 
one dependent measure to assess some key constructs such as 'pain 
intensity', 'affective distress' and 'catastrophising'. However, the key 
constructs of'grief and 'cognitive distortions' were measured by 
check lists created by the researcher for this particular study and while 
satisfactory internal reliability was obtained, comparison psychometric 
data is not available to determine the validity of these. Future research 
needs to endeavour to establish internal validity for the grief and 
cognitive distortions check lists. The results relating to cognitive 
distortions are therefore tentative and will require replication. A 
decision was made not to employ the CEQ (Lefebvre, 1981) to 
measure 'cognitive distortions' as Gil et al. (1992) suggested that it 
was not designed for a general chronic pain population, such as was 
used in the present study (i.e., half of the CEQ's items specifically 
target arthritic pain). In future research a measure could be developed, 
perhaps using relevant chronic pain scenarios in the pattern ofthe 
CEQ, and employed to measure 'cognitive distortions'. 
A further strength ofthe present research was the introduction of 
the concept of 'grief as an integral component ofthe chronic pain 
syndrome. While chronic pain patients' losses have been briefly 
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mentioned, in passing, in research literature (Skevington, 1995), the 
need for formal grief resolution work appears never to have been 
addressed. As no well validated measure of grief in the chronic pain 
context has been developed, for the present study, it seemed reasonable 
to create a check list based on Stroebe and Stroebe's (1989) grief 
research and Gil et al's (1992) INTRP design, to attempt to measure 
the construct of grief. However, it is recognised that, because grief is 
a complex emotion encompassing a number of negative cognitions, 
emotions and behaviours, one could expect considerable overlap with 
other constructs such as depression and anxiety. Factor analysis of 
any new grief measure would be necessary to identify possible 
overlapping constructs such as negative thoughts, anxiety, affective 
distress, anger and other negative emotions. In future research, 
therefore, it could be useful to consider 'grief as a syndrome, similar 
in complexity to the chronic pain syndrome. 
4.4.3 Limitations In clinical research such as the present study, 
there is always the problem of balancing experimental control and 
generalizability to the target chronic pain population (Turk & Rudy, 
1992). To strengthen the generalizability ofthe present results, a 
heterogeneous chronic pain sample was used. To control for such 
heterogeneous sample characteristics effecting treatment group 
adjusted. Therefore it should be noted that the present sample was not 
a random selection from such a pain population. All subjects had been 
referred to the John Lindell rehabilitation clinic because their referring 
doctors considered that medical intervention, in most cases, had little 
more to offer. These subjects, therefore, on average, belonged to the 
'moderate' to 'severe' chronic pain category. This fact needs to be 
born in mind when considering the low level of statistically significant 
improvements reported in the results. It is possible that real and 
important differences between the treatment groups may have occurred 
but that the design of the present study with its emphasis on 
quantitative measures did not allow for such fine discrimination. 
4.4.4 Research design. A design strength in the present study 
was the random assignment of matched groups to the four treatment 
categories to control for both statistical regression or regression to the 
mean (which can negatively affect internal validity), and pre-treatment 
group differences. Such differences can potentially be a threat to the 
internal validity of any study. Furthermore, in the present study, the 
attrition rate was minimal. Two subjects only dropped out ofthe 
program by 6 month follow-up testing. These were from the Control 
group. The high rate of program completion was mainly due to high 
therapist expectations placed on the subjects that they would complete 
the program, and group support/identification which was very strong 
and thus encouraged maximum treatment program attendance. 
Attendance at 6 month follow-up was vigorously pursued by the 
therapist via initial letter then subsequent phone calls where necessary. 
A further possible reason for the minimal attrition rate may have been 
due to demographic characteristics. All subjects lived in surrounding 
country areas as opposed to a large city and appeared to be reasonably 
settled geographically. 
A further design strength ofthe present study was the use of a 
single experimenter employing a standard set of program notes, 
designed for each treatment, to standardise the experimental 
procedures. Furthermore, subjects were kept blind as to the 
hypotheses ofthe study, to control for possible subject bias. To 
reduce subjects' possible desire to present themselves in a positive 
light, when completing the dependent measures, they were instructed 
that there were no right or wrong answers to the assessment 
questionnaire and that it was not a test. They were told that answering 
honestly would benefit all, that their answers were in strict confidence 
and that only group responses were of interest. In addition, the 
importance ofthe study to all chronic pain patients was emphasised. 
To control for subjects' differing intellectual ability the experimenter 
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spent considerable time checking that all subjects understood the 
battery of dependent measures which were presented in a single 
questionnaire form. The four treatment programs were also orally 
presented. The problem of the validity of responses with self-reports 
is acknowledged (Tabachnick & Fidell, 1989) and future research 
could endeavour to use other measures such as the recording of 
medication usage and external behavioural observation of 
improvements, in addition to the self-reports. 
The repeated measures group design using three treatment groups 
and an attention Control group was considered the most appropriate to 
compare the efficacy ofthe cognitive and grief program components. 
A minimum attention Control group, instead ofthe usual waiting list, 
was used to control for therapist/group attention, subject compensatory 
rivalry (i.e., efforts by subjects in the control group to outperform 
subjects in the other three treatment groups) and possible Control 
group demoralisation (if only a waiting list was used). The 
comparisons with the well established cognitive treatment (Jensen et 
al., 1994) provided a bench mark that helped in evaluation ofthe role 
of 'grief in chronic pain management programs. The present results 
provide useful information about the possible enhancing role of grief 
resolution therapy in a cognitive behavioural treatment program. The 
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six month follow-up added useful information about the longer term 
benefits of such treatment programs but, as past studies have 
demonstrated (e.g., Keefe et al., 1990; Turner & Clancy, 1988), 
cognitive-behavioural benefits can continue to accrue over a number of 
months. Therefore, it may take longer than 6 months for some 
benefits ofthe Cognitive+Grief treatment component to emerge. Thus 
it would be desirable to include a 12 month follow-up measure in 
future research. 
4.5.0 Future Directions 
The general overall decline in improvement on most dependent 
measures, post-treatment to 6 month follow-up, for all four treatment 
groups, suggests the need for future development of treatment program 
'relapse prevention' strategies. Numerous past studies have 
highlighted the problem of program gains recidivism by the 6 month 
follow-up (e.g., Basler & Rehfisch, 1990; Keefe et al., 1992; Turk & 
Rudy, 1991). Like most chronic pain management programs (Turk & 
Rudy, 1991) those in the present study, were of relatively brief 
duration. The expectation of modifying the behaviour of pain patients 
with longstanding histories of inactivity, physical deconditioning, 
affective distress and dependence on medical intervention, in such a 
147 
short duration, may well be unrealistic (Turk & Rudy, 1991), but there 
may be ways to improve results without actually increasing the length 
ofthe formal treatment program. 
First, as Carey (1994) pointed out, patients with well established 
chronic pain cognitive and behavioural repertoires, which have been 
developed over numerous years of pain, may well be very resistant to 
interventions targeting change. Clinical observations of long term 
chronic pain patients often reveal them to be mentally and physically 
exhausted, emotionally drained, helpless and hopeless in the face of 
continuing losses, and with little energy or will to initiate and sustain 
change. The optimum time to offer an intervention program may 
therefore be between three and six months, just when the 'acute' pain 
condition is developing into a 'chronic' pain syndrome. Referring 
doctors would need to be inserviced with regard to this possibility. 
The actual structure and content ofthe treatment program could also be 
developed. The addition of a grief resolution component may well 
dispose the chronic pain person to free up the energy necessary to 
engage more profitably in a subsequent cognitive-behavioural program. 
Patient involvement in specific goal setting may enhance program 
outcome, as James et al. (1993) have suggested. The present results 
highlight the significant increase in 'life control' that patients could 
develop. This control could be utilised by involving patients in 
designing their own maintenance plan as suggested by Turk and Rudy 
(1991). 
In the present study, the 6 month follow-up group discussions 
which took place after the assessment battery had been completed, also 
highlighted a number of issues related to improving maintenance of 
treatment gains. Some patients reported that they felt 'dumped' when 
the treatment program finished at 6 weeks. Even though, in the last 
treatment session, they had been warned ofthe possible grief they may 
experience upon the termination of their group, many reported that 
they felt an emotional 'let down' after the 'high' they had felt on the 
program's concluding day. Some subjects reported that, once they 
were back in their familiar surroundings without the program to look 
forward to, they quickly reverted to their past maladaptive patterns of 
behaviour, for example, high medication and days spent in bed. Some 
subjects reported that their family/significant others continued to, 
inadvertently, reinforce their maladaptive behaviours. 
Future research should, therefore, focus particularly on adherence, 
relapse and long term maintenance of treatment program gains. Long-
term adherence needs to be built into the actual initial program. 
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Patients should be trained to deal with expected relapses and their 
concurrent problems, set backs and side-effects (Turk & Rudy, 1991). 
The suggested increase in overall negative responses of 
family/significant others, in the present study, suggests that there is a 
need to increase their awareness, understanding and possible 
involvement in chronic pain management programs, both to facilitate 
their acceptance ofthe chronic pain syndrome and to help them avoid 
becoming or continuing to be co-dependents in this syndrome. 
Treatment programs could conduct family sessions to help facilitate 
this education/involvement and even train family members to deliver 
positive reinforcement to enhance desirable behaviour. Chronic pain 
is an exhausting, debilitating experience. Motivation to change 
behaviour requires energy that many chronic pain patients may find 
difficult to sustain. It may be that they need ongoing support after the 
initial treatment program. This support could take the form of 
monthly patient group meetings with therapists, therapist/group liaison 
to create a monthly news letter and the assigning of a therapist team 
member for weekly/fortnightly telephone contact. Such contact could 
concentrate on offering support, reinforcing the patient/therapist 
generated maintenance plan and increasing overall motivation. The 
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present researcher has future plans to implement and evaluate such a 
relapse prevention maintenance plan in the near future. 
Future research could also address the problem of individual 
differences. Individual response patterns are obscured within group 
data such as that ofthe present study. While individual negative 
thoughts, cognitive distortions and grief experiences were targeted, 
individual responses on the dependent measures were not analysed due 
to time constraints. Such data could be re analysed to focus up 
individual differences. 
In this context, the role of individual personality variables needs to 
be revisited. Time and again, in clinical interviews, the chronic pain 
patient presents with a 'rigid' personality, that is, a person who has 
high anxiety, fears change, is unwilling to 'let go' ofthe past, engages 
in 'all or nothing thinking' and who finds it very difficult to adjust to 
the life changes brought about by the chronic pain syndrome. Such a 
person appears to find it particularly difficult to modify or build a new 
sense of identity which is more adaptive to his/her current life needs. 
Often, in treatment group sessions, intimations of traumatic early life 
experiences emerged. Such early trauma appeared to exacerbate the 
present chronic pain related trauma. This finding suggests a future 
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need to clinically work through the dynamics of such experiences. 
The possibility ofthe existence of a post traumatic syndrome related to 
experiences such as automobile and industrial accidents also need to be 
addressed as a further possible variable which may affect long term 
chronic pain adjustment. Clinical interviews revealed that a number of 
chronic pain patients were suffering post trauma symptoms. These 
factors suggest that there is also a need for qualitative research, tracing 
the individual person's 'pain story' in an effort to unravel why 
adjustment to change, brought about by chronic pain, is so difficult to 
achieve. As Heppner et al. (1992) have pointed out, there is a place 
for qualitative research, especially when developing a new theory. 
The present author suggests that both qualitative and quantitative 
research could be used in future research to build and test a theory of 
'relapse prevention' embedded in a broader 'theory of change' which 
accounts for the cognitions, emotions and behaviours expressed and the 
strategies executed by chronic pain persons, as they continue their 
journey from acute to chronic pain adjustment. A greater 
understanding ofthe process of this journey and the multiplicity of 
variables which interact with it could contribute to designing a more 




The present study examined the role of a grief resolution treatment 
component in facilitating long term adjustment to chronic pain. 
Results indicate that this component may act in a synergistic manner to 
enhance other program components which both increase self-efficacy 
beliefs and teach adaptive pain coping strategies. However, the 
problem of sustaining such gains long term is endemic. There is a 
need for future research to address this problem in a 
psychosocioeconomic context, for chronic pain can negatively alter 
ones identity, family dynamics, economic and social circumstances. It 
is suggested that there is a need to develop a 'relapse prevention' 
model embedded in a broader model of change. As Gatchel et al. 
(1989) point out, chronic pain is a complex psychosocioeconomic 
phenomenon which causes great individual and economic hardship and 
can befall anyone. The challenge for future research is to learn to 
more fully understand and manage this chronic pain experience. 
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Appendix A 
Bendigo Health Care Group 
Anne Caudle Campus 
Tohn Lindell Rehabilitation Unit 
• Work Rehabilitation 
• Pain Management Clinic 
Pain Management Clinic 
In these clinics we offer comprehensive rehabilitation - aimed at getting people back 
functioning in the community. 
We believe it is important to look at the person as a whole - not just the injury or illness, but 
what effect it has had on the person and his or her lifestyle. 
As part of our assessment we routinely ask people to complete questionnaires designed to 
look at what impact pain/disability has had on you. 
Whether you are doing well with few problems, OR you are finding the going difficult, it is 
just as important to fill in this questionnaire - in all cases it helps us to plan a program which 
is appropriate for you. 
This questionnaire is treated with the strictest confidentiality and cannot be released to any 
third party outside the Clinics without your written permission. 
Dr. T. Wood Dr. David Murphy 
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MULTI DIMENSIONAL PAIN INVENTORY (MPI) 
Name:_ . 
Age: 
Date of Birth: / / 
Sex: Male Female 
When did your pain first start?: Month. Year 
Instructions 
An important part of our evaluation includes examination of pain from your perspective because you know you 
pain better than anyone else. The following questions are designed to help us learn more about your pain and 
how it affects your life. Under each question is a scale to mark your answer. Read each question carefully and 
then circle a number on the scale under that question to indicate how that specific question applies to you. An 
example may help you to better understand how you should answer these questions. 
Example 
How nervous are you when you ride in a car when the traffic is heavy? 
0 12 3 4 5 6 
Not at all Extremely 
nervous nervous 
If you are not at all nervous when riding in a car in heavy traffic, you want to circle the number 0. If you are very 
nervous when riding in a car in heavy traffic, you would then circle the number 6. Lower numbers would be used 
for less nervousness and higher numbers for more nervousness. 
SECTION 1 
1. Rate the level of your pain at the present moment 
0 12 3 4 5 6 
No pain Very intense pain 
2. In general, how much does your pain interfere with your day-to-day activities? 
0 12 3 4 5 6 
No interference Extreme interference 
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Since the time you pain began, how much has your pain changed your ability to work? 
(...Check here if you have retired for reasons other than your pain) 
0 12 3 4 5 6 
N o c h a n 9 e Extreme change 
How much has your pain changed the amount of satisfaction or enjoyment you get from taking part in 
social and recreational activities? «»• wwiiy panm 
0 12 3 4 5 6 
No c h a n 9 e Extreme change 
How supportive is your spouse (significant other) to you in relation to your pain? 
0 1 2 3 4 5 6 
Notata
" Extremely supportive 
supportive 
Rate your overall mood during the past week 
0 12 3 4 5 6 
Extremely low Extremely high 
How much has your pain interfered with your ability to get enough sleep? 
0 12 3 4 5 6 
No interference Extreme interference 
On the average, how severe has your pain been during the last week? 
0 12 3 4 5 6 
Not at all Extremely severe 
severe 
How able are you to predict when your pain will start, get better, or get worse? 
0 12 3 4 5 6 
Not at all able Very able to 
to predict predict 
How much has your pain changed your ability to take part in recreational and other social activities? 
0 12 3 4 5 6 
No change Extreme change 
How much do you limit your activities in order to keep your pain from getting worse? 
0 12 3 4 5 6 
Not at all Very much 
How much has your pain changed the amount of satisfaction or enjoyment you get from family related 
activities? 
0 12 3 4 5 6 
No change Extreme change 
How worried is your spouse (significant other) about you because of your pain? 
0 12 3 4 5 6 
Not at all Extremely 
wom'ed worried 
During the past week, how much control do you feel that you have had over your life? 
0 12 3 4 5 6 
No control Extreme control 
On an average day, how much does your pain vary (increase or decrease)? 
0 12 3 4 5 6 
Remains the Changes a lot 
same 
How much suffering do you experience because of your pain? 
0 12 3 4 5 6 
No suffering Extreme suffering 
How often are you able to do something that helps reduce your pain? 
0 12 3 4 5 6 
Never Very often 
How much has your pain changed your relationship with your spouse, family or significant other? 
0 12 3 4 5 6 
No change Extreme change 
How much has your pain changed the amount of satisfaction or enjoyment you get from work? 
(...Check here, if you are not presently working) 
0 12 3 4 5 6 
No change Extreme change 
How attentive is your spouse (significant other) to you because of your pain? 
0 12 3 4 5 6 
Not at all attentive Extremely attentive 
During the past week, how much do you feel that you've been able to deal with your problems? 
0 12 3 4 5 6 
Not at all Extremely well 
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22. How much control do you feel that you have over your pain? 
0 12 3 4 5 6 
No control at all A great deal of control 
23. How much has your pain changed your ability to do household chores? 
0 12 3 4 5 6 
No
 change Extreme change 
24. During the past week, how successful were you in coping with stressful situations in your life? 
0 12 3 4 5 6 
Not at all Extremely successful 
successful 
25. How much has your pain interfered with your ability to plan activities? 
0 12 3 4 5 6 
No change Extreme change 
26. During the past week, how irritable have you been? 
0 12 3 4 5 6 
Not at all Extremely irritable 
irritable 
27. How much has your pain changed or interfered with your friendships with people other than your family? 
0 12 3 4 5 6 
No change Extreme change 
28. During the past week, how tense or anxious have you been? 
0 12 3 4 5 6 
Not at all Extremely tense and 
tense or anxious anxious 
SECTION II 
In this section, we are interested in how your spouse (or significant other) responds to you when he or she knows 
that you are in pain. On the scale listed below each question, circle a number to indicate how often your spouse 
(or significant other) responds to you in that particular way when you are in pain. Please answer all of the 14 
questions. 
1- Ignores me. 
0 12 3 4 5 6 
Never Very often 
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Asks m e what he/she can do to help. 
0 1 
Never 
Reads to me 
0 1 
Never 
Gets irritated wit! 
2 3 4 








0 1 2 3 4 5 6 
Never Very often 
Takes over my jobs or duties 
0 1 2 3 
Never 
4 5 6 
Very often 
Talks to me about something else to take my mind off the pain 
0 1 2 3 
Never 
Gets frustrated with m e 
0 1 2 3 
Never 
Tries to get me to rest 














Tries to involve m e in some activity 
0 12 3 4 5 6 
Never Very often 
Gets angry with me 
0 12 3 4 5 6 
Never Very often 
Gets me pain medication 
0 12 3 4 5 6 
Never Very often 
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12. Encourages me to work on a hobby 
0 1 2 3 4 
Never 
13. Gets me something to eat or drink 
0 1 2 3 4 
Never 
14. Turns on the T.V. to take my mind off the 













Listed below are 19 daily activities. Please indicate how often you do each of these by circling a number on the 
scale listed below each activity. Please complete all 19 questions. 
1. Wash dishes 
0 12 3 4 5 6 
Never Very often 
2. Mow the lawn (check here if you do not have a lawn to mow) 
0 12 3 4 5 6 
Never Very often 
3, Get out to eat 
0 12 3 4 5 6 
Never Very often 
4. Play cards or other games 
0 12 3 4 5 6 
Never Very often 
5. Go grocery shopping 
0 12 3 4 5 6 
Never Very often 
6. Work in the garden (check here if you do not have a garden) 
0 12 3 4 5 6 
Never Very often 
Go to a movie 
0 1 6 
Never Very often 
Visit friends 
0 1 6 
Never Very often 
Help with the house cleaning 




Work on the car (check here if you do not have a car) 
0 1 2 3 4 
Never 
Take a ride in a car or a bus 








Visit relatives (check here if you do not have relatives within 100 
0 1 2 3 4 
Never 
Prepare a meal 




Wash the car (check here if you do not have a car) 
0 1 2 3 4 
Never 
Take a trip 
0 1 2 3 4 
Never 
Go to a park or the beach 



















Do the laundry 
0 1 2 3 4 
Never 
Work on a needed household repair 
0 1 2 3 4 
Never 
Engage in sexual activities 












COPING STRATEGIES QUESTIONNAIRE (CSQ) 
In the following list are 48 statements which look at how you feel about pain and how you cope with it. Please 
circle a number on the scale below each statement to indicate how you cope when you feel pain. 
1. When I feel pain, I try to feel distant from the pain, almost as if the pain was in someone else's body 
0 12 3 4 5 
Never do Sometimes do that Always do that 
2. When I feel pain, I leave the house and do something, such as going to the movies or shopping 
0 12 3 4 5 
Never do Sometimes do that Always do that 
3. When I feel pain, I try to think of something pleasant 
0 12 3 4 5 
Never do Sometimes do that Always do that 
4. When I feel pain, I don't think of it as pain but rather as a dull or warm feeling 
0 12 3 4 5 
Never do Sometimes do that Always do that 
5. When I feel pain, it is terrible and I feel it is never going to get any better 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
6. When I feel pain, I tell myself to be brave and carry on despite the pain 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
7. When I feel, I read 
0 1 2 3 4 5 
Always do that Sometimes do that Always do that 
8. When I feel pain, I tell myself that I can overcome this pain 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
9
' When I feel pain, I take my medication 
Q 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I count numbers in my head or run a song through my head 
OI2345 
Never do Sometimes do that Al w a y s do m 
5 
Always do that 
5 
When I feel pain, I just think of it as some other sensation, such as numbness. 
0 12 3 4 
Never do Sometimes do that 
When I feel pain, it is awful and I feel it overwhelms me 
0 12 3 4 
Never do Sometimes do that Always do that 
When I feel pain, I play mental games to keep my mind off the pain 
0 12 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I feel my life isn't worth living 
0 12 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I know some day someone will be here to help me and it will go away for a while. 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I walk a lot 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I pray to God it won't last long 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I try not to think of it as my body, but rather as something separate from me 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I relax 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
When I feel pain, I don't think about the pain 
0 12 3 4 5 
Never do Sometimes do that Always do that 
W h e n ! feel pain, I try to think years ahead and what everything will be like after the pain has gone 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I tell myself it doesn't hurt 
0 1 2 3 




Always do that 
5 
Always do that 
When I feel pain, I tell myself I can't let the pain stand in the way of what I have to do. 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I don't pay any attention to it. 
0 1 2 3 
Never do Sometimes do that 
4 
4 
When I feel pain, I have faith in doctors that some day there will be a cure for 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, no matter how bad it gets, I know I can handle it 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I pretend it is not there 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I worry all the time about whether it will end 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I lie down 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I replay in my mind pleasant experiences ofthe past 
0 1 2 3 








Always do that 
5 
Always do that 
my pain 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
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When I feel pain, I think of people I enjoy doing things with 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I pray for the pain to stop 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I take a shower or bath 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I imagine that the pain is outside of my body 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I just go on as if nothing has happened 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I see it as a challenge and don't let it bother m e 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, although it hurts, I just keep on going 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I feel I can't stand it any more 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I try to be around other people 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I ignore it 
0 1 2 3 
Never do Sometimes do that 
When I feel pain, I rely on my faith in God 
0 1 2 3 













Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
5 
Always do that 
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42. When I feel pain, I feel like I can't go on 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
43. When I feel pain, I think of things I enjoy doing 
0 1 2 3 5 
Never do Sometimes do that Always do that 
44. When I feel pain, I do anything to get my mind off the pain 
0 1 2 3 5 
Never do Sometimes do that Always do that 
45. When I feel pain, I do something I enjoy, such as watching T.V. or listening to music 
0 12 3 4 5 
Never do Sometimes do that Always do that 
46. When I feel pain, I pretend it is not a part of me 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
47. When I feel pain, I do something active, like household chores or projects 
0 1 2 3 4 5 
Never do Sometimes do that Always do that 
48. When I feel pain, I use a heating pad 
0 12 3 4 5 
Never do Sometimes do that Always do tha 
Summary 
1. Based on all things you do to cope or deal with your pain on an average day, how much control do you 
feel you have over it? Please circle the appropriate number along the scale. 
0 12 3 4 5 
No Control Some Control Complete Control 
2. Based on all the things you do to cope or deal with your pain on an average day, how much are you able 
to decrease it? Please circle the appropriate number along the scale. 
0 12 3 4 5 
Can't decrease Can Decrease Can Decrease It 
It At All It Somewhat Completely 
195 
BECK DEPRESSION INVENTORY (BDI) 
Instructions: 
For each group of statements please mark the one that most applies to you for the past 
w e e k 
do not feel sad 
feel sad 
am sad all the time and I can't snap out of it 
am so sad or unhappy that I can't stand it 
am not particularly discouraged about the future 
feel discouraged about the future 
feel I have nothing to look forward to 
feel that the future is hopeless and that things cannot improve 
do not feel like a failure 
feel I have failed more than the average person 
As I look back on my I life, all I can see is a lot of failure 
feel I am a complete failure as a person 
don't get as much satisfaction out of things as I used to 
don't enjoy things the way I used to 
don't get real satisfaction out of anything any more 
am dissatisfied or bored with everything 
don't feel particularly guilty 
feel guilty a good part of the time 
feel quite guilty most of the time 
feel guilty all of the time 
don't feel I am being punished 
feel I may be punished 
expect to be punished 
feel I am being punished 
don't feel disappointed in myself 
am disappointed in myself 
am disgusted with myself 
hate myself 
don't' feel I am any worse than anybody else 
am critical of myself for m y weaknesses or mistakes 
blame myself all the time for my faults 
blame myself for everything bad that happens 
don't have any thoughts of killing myself 
have thoughts of killing myself, but I would not carry them out 
would like to kill myself 
would kill myself if I had the chance 
10. 0 I don't'cry any more than usual 
1 I cry more now than I used to 
2 I cry all the time now 
3 I used to be able to cry, but now I can't cry even though I want to 
11, 0 I am no more irritated now than I ever am 
1 I get annoyed or irritated more easily than I used to 
2 I feel irritated all the time now 
3 I don't get irritated at all by the things that used to irritate m e 
12, 0 I have not lost interest in other people 
1 I am less interested in other people than I used to be 
2 I have lost most of m y interest in other people 
3 I have lost all of m y interest in other people 
13. 0 I make decisions about as well as I ever could 
1 I put off making decisions more than I used to 
2 I have greater difficulty in making decisions than I used to 
3 I can't make decisions at all any more 
14. 0 I don't feel I look any worse than I used to 
1 I am worried that I a m looking old or unattractive 
2 I feel that there are permanent changes in m y appearance that make m e look unattractive 
3 I believe that I look ugly 
15. 0 I can work about as well as before 
1 It takes an extra effort to get started at doing something 
2 I have to push myself very hard to do anything 
3 I can't do any work at all 
16. 0 I can sleep as well as usual 
1 I don't sleep as well as I used to 
2 I wake up 1-2 hours earlier than usual and find it hard to get back to sleep 
3 I wake up several hours earlier than I used to and cannot go back to sleep 
17. 0 I don't get tired any more than usual 
1 I get tired more easily than I used to 
2 I get tired from doing almost anything 
3 I a m too tired to do anything 
18. 0 My appetite is no worse than usual 
1 My appetite is not as good as it used to be 
2 My appetite is much worse now 
3 I have no appetite at all any more 
19. 0 I haven't lost much weight, if any lately 
1 I have lost more than 5 pounds 
2 I have lost more than 10 pounds 
3 I have lost more than 15 pounds 
I am purposely trying lose weight by eating less....YES • N O Q 
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20. 0 I am no more wom'ed about m y health than usual 
1 I am worried about physical problems such as aches and pains, or upset stomach or constipation 
2 I am very worried about physical problems and it is hard to think of much else 
3 I am so worried about m y physical problems that I cannot think about anything else 
21. 0 I have not noticed any recent change in m y interest in sex 
1 I am less interested in sex than I used to be 
2 I am much less interested in sex now 
3 I have lost interest in sex completely 
1 
McGILL PAIN QUESTIONNAIRE (MPQ1 
1. What Does Your Pain Feel Like 
Some of the words below describe your present pain. Circle ONLY those words that best describe it. Leave out 



































































































2- Wow Strong Is Your Pain? 
People agree that the following 5 words represent pain of increasing intensity. They are: 
12 3 4 




To answer each question below, write the number of the most appropriate word in the space beside the question. 
1 Which word describes your pain right now? 
2, Which word describes it at its worst? 
3, Which word describes it when it is least? 
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Visual analogue Pain s^fr 
2m
'' nrwVcZ08* °n the Hne ShOWn b d O W t0 indicate the severi* °f your pain RIGHT NOW 
LEAST
 WORST 




INVENTORY OF NEGATIVE THOUGHTS IN 
RESPONSE TO FAIN (INTRP! 
People who have persistent pain often have flare-ups of their pain. Flare-ups are times when pain increases and 
is difficult to cope with. These pain flare-ups m a y last for hours or days. During flare-ups people are likely to 
have a number of negative thoughts. To help us understand your response to pain, w e would like to know how 
often you have different negative thoughts when you experience a flare-up. 
Below is a list of negative thoughts that people have reported having during pain flare-ups. W e would like you to 
read each one and then check one of the boxes that describes h o w often you have that thought during a flare-up 
of your pain. Check only one box for each thought and do not skip any items. 
SAMPLE: I can't deal with this 
1. I am useless 
2. No one cares about my pain 
3. I've injured myself again 
4, Other people do not believe I have pain 
5. Other people have to do everything for m e 
6. My pain is getting worse 
7. I can't stand depending on my family and friends any more 
8. I cannot control this pain 
9. It is my own fault I hurt like this 
10.1 am afraid to do anything 
11. My family has taken over all of my responsibilities 
12.1 am going to become an invalid 
13.1 must have done something to bring on this pain 
14.1 am worthless 
15. No one cares about m e any more 
16.1 can't do anything for others 
17.1 know if I do anything it is going to make my pain worse.... 
18. No one wants to hear about m y problems 


































20. It is not fair that I have to live this 
way 
21.1 am a burden on my family 
22. How often do you have these negative thoughts at times other than during flare-ups? 
Never Seldom Sometimes Often Always 
23. To what degree are you able to control these negative thoughts and reduce their frequency? 
Never Seldom Sometimes Often Always 
24, Are you having a flare-up of your pain now?_ 
25. Using a 0-10 scale on which 0 = no pain and 10 = pain as bad as it can be, how would you rate your 
pain right at this moment? 
26. Using that same scale from 0-10, how would you rate your worst pain in the past month? 
27. Using that same scale from 1-10, how would you rate your least pain in the past month? 
203 
INVENTORY OF GRIEF SYMPTOMS 
Below is a list of symptoms that people have reported after experiencing serious loss Thev mav inr-ludp 
thoughts and feelings. Read each one and then check one of the boxes that best describes how often vou have 
had that symptom in the last three months. n you nave 
Check only one box for each symptom and do not skip any items. 
SAMPLE: I feel very sad 
1. Sorrow comes over m e in waves 
2, I despair of ever getting better 
3. I feel dejected 
4, I experience fear, dread and forebodings 
5. I feel that I a m breaking down 
6. I feel that I a m going mad 
7. I feel that I a m a burden to m y family 
8. I think that m y spouse/family will eventually get 
tired of m e and leave m e 
9. I worry how will I cope financially 
physically 
mentally 
10, I am to blame for m y terrible situation 
11.1 should have been more careful 
12.1 feel im'table towards m y family 
13. I feel irritable towards m y friends 
14. I feel anger toward the doctors and nurses 
15.1 think "Why did it have to be me?" 

































17. I no longer enjoy social and family events and 
other activities which have been previously 
pleasurable 
18. I feel alone even in the presence of others 
19, No one knows how I feel 
20. I feel tense, restless and jittery. 
21, I am overactive yet often do not complete a 
task 
22. I am slow and tired 
23. I feel like crying 
24. I cry 
25. I feel helpless and hopeless 
26. I have no purpose in life 
27. I feel inadequate 
28, I am a failure 
29.1 am worthless 
30. I have thoughts of death and suicide 
31.1 feel that I a m watching the events that happen 
to m e from "outside" 
32.1 doubt the motives of those w h o offer help and 
advice 
33.1 reject friendship 
34.1 withdraw from social functions 
35.1 feel that m y memory is poor and m y thinking 
has slowed 
36.1 suffer from appetite disturbance 
sleep disturbance 
increased drug usage 
increased susceptibility to illness.... 
































COGNITIVE DISTORTIONS C H E C K LIST 
Below is a list of automatic thought patterns. Read each one then check one of the boxes that describes how 
often you use that pattern. 
Check only one box for each pattern and do not skip any. 
1. ALL-OR-NOTHING-THINKING: Tendency to evaluate your 
personal qualities in extreme black or white categories. Cue words 
are: all, every, none, never, always, everybody and nobody 
2. OVERGENERALISATION: You see a single negative event as a 
never-ending pattern of defeat 
3. MENTAL FILTER: You pick out a single negative detail and dwell 
on it exclusively so that your vision of reality becomes darkened 
4. JUMPING T O CONCLUSIONS: You make a negative 
interpretation event though there are no definite facts that 
convincingly support your conclusion 
5, CATASTROPHIZING: You react to life situations by imagining 
the worst possible outcomes. 
6. EMOTIONAL REASONING: You assume that your negative 
emotions necessarily reflect the way things really are: "I feel it 
therefore must be true". 
7, SHOULD STATEMENTS: Should, must, ought, imply a put 
down. You admonish yourself for not being perfect. You also 
create unrealistic expectations of others and are often 
disappointed. 
8. LABELLING: This is an extreme form of overgeneralisation. You 
attach a neqative label to yourself or others. 
9. PERSONALISATION: You see yourself as the cause of some 
negative external event which you were not primarily responsible 
for. 
10. DISQUALIFYING T H E POSITIVE: You reject positive 





































SESSION 1 RELATIONSHIP RF.TWF.RM THOUGHTS AND MOODS 
1. Introduction to the relationship between our thoughts, feelings and 
behaviours. 
* Your brain receives and processes messages or thoughts in the cerebral 
cortex (centre for learning and cognition). 
* Your emotions are processed in the limbic system (mood centre). 
* Messages flow back and forth through the Hypothalamus^ (pea-sized 
gland at the base ofthe brain). 
* The hypothalamus regulates the Pituitary gland, which controls your 
adrenalin flow etc. 
Mine-body interaction (bidirectional loop) 
thoughts (cortex) "*•»^ 
feelings (limbic structures) 
ft 
behaviour 
mind-body interaction is circular 
Example of mind-boHy i n t ^ ^ j ^ 
The pain message travels up the spinal cord through the hypothal 
You think > "I hate this pain" (negative thought). 
You feel > angry 
> depressed 
>perhaps hopeless (negative emotion). 
You think > "I
 m a y never get well." 
You feel > afraid 
this fear activates stress response 
muscles constrict in anticipation 
i 
amus. 







Briefly discuss the Gate Control Theory (Melzack & Wall, 1975). 
Sometimes it is difficult to separate out which come first: 
your negative thought 
your negative feeling 
your pain. 
THEREFORE we need to intervene somewhere. 
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2. * Today we will focus on your N E G A T T V F T w n T T ^ r H T S based o n ^ 
assumption that if we can change your negative thoughts to positive ones your 
feelmgs will improve and your pain may become more manageable and even 
reduce. 
3. * To what extent do you identify with any ofthe following typical negative 
thoughts: 
* I have no control over my pain 
* I'll never get better 
* This may get worse and I may go mad 
* Why did this have to happen to me 
* I should have got better by now 
* I'll never work again 
* Nobody understands my pain 
* I'll never enjoy life again 
* It's all my (job's, boss, doctor's, family's, spouse's) fault that 
I'm like this 
* It's my fault that I'm in this mess 
* Life is not worth living if this pain continues. 
Group to discuss the above negative thoughts. 
H O M E W O R K ; Fill in self-monitoring sheet daily for the next week. The 
purpose of this sheet is to give us some information about how you feel and think. 
W e will discuss some of your entries next session. 
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SESSIONS 2 & 3 COGNTTTVF. R E S T R U C T T T R T X T Q S H U S 
(Adapted from Catalano, 1987) 
Aim, To introduce clients to the skills of cognitive restructuring 
"Negative thoughts are part of a downward spiral typical of depressed thinking. 
Once these thoughts start their momentum carries you down and down towards 
despair, unless you do something to break out ofthe pattern". 
(Beck, 1976) 
"your thoughts create your emotions, that is, your perception of a situation 
determines your reaction to it what you thjnk_becomes what you feel." 
(Ellis, 1973) 
1. Group discussion ofthe above statements (purpose- to help clients engage 
with their negative thoughts and ventilate emotions associated with them). 
2. What can we do about such negative thoughts? 
Introduce clients to the idea of cognitive restructuring, ie, you can learn to 
change the negative internal monologue that leads to your anxiety, anger and 
depression. Such emotions make your pain worse. 
Therapist to give examples: 
Using clients' examples, (off monitoring sheet) continue to discuss with 
the group ways of restructuring the "thought" component. 
H O M E W O R K : Fill in this self-monitoring sheet daily for the next week. The 
purpose of this sheet is to give us some information about how you feel and think. 
W e will discuss some of your entries next session. 




SESSIONS 4 & 5 ABC MODEL FOR MANAOTNG CHROMir P
 ATN 
(Adapted from Catalano, 1987) 
1. Introduction of "Eight styles of negative thinking" (Catalano, 1987). 
Group to discuss to what extent they identify with any ofthe negative 
thinking styles. 
Ask clients to use examples off their self-monitoring sheet to see if they 
can identify examples of negative thinking patterns. 
2. Three methods of replacing negative thoughts: 
* Thought stopping 
* The ABC Model 
* Stress Inoculation 
Discuss with clients the following: 
* A is the activating event eg. a sharp muscle spasm in your back. 
* B is your belief system- what you think eg. "I can't do anything, life is 
not worth living, I'm useless." 
* C is the consequences- what you feel e.g., "I feel frustrated, guilty and 
depressed." 
* D is the way to "dispute" your negative thinking (which has lead you to 
feel bad." 
Therapist and clients to work though examples. 
3. Introduce clients to 'stress inoculation'. 
Basic tenants of stress inoculation: 
* Sometimes you experience waves of strong painful emotion that 
well up before you can "dispute" the negative thoughts that may have caused it. 
Sometimes these emotions quickly overwhelm you What can you do? 
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* A psychologist, Meichenbaum, has developed a technique called 
stress inoculation to help people cope with overwhelming feelings. 
* First you learn to recognise the early signs of a strong emotion 
arising, (self-monitoring). 
* Next you start talking yourself through the wave of painful 
emotion using prepared coping statements. This is called self-instruction 
Because you do not have time to think when overwhelmed by powerful painful 
emotions you have your thinking pre done! 
Therapist to give examples of coping statements: 
"Breathe slowly and deeply, consciously relaxing, sagging your 
body. Breathe in...out...in...out etc." 
"Breathe deeply, let go, let your shoulders (forehead, stomach etc.) 
go. 
Clients to write some statement for themselves, targeting their own 
specific areas of tension Share with group. 
Clients now write some coping statements e.g., 
"I'm breathing deeply, my body is sagging, my back is warm and 
floating." 
"I will survive, I have survived before." 
"When I detach myself I know I'll get better. I must remain calm 
and patient." 
H O M E W O R K Clients to check their self-monitoring sheets and try 
to fill in the "restructured thought column." 
Clients to practise coping statements during week. 
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SESSION 6 REDEFINING LIFE G O A T S H F V P L O P T N G ^yj 
SKILLS A N D P L A N N I N G F O R YOT JR FT TTT TRF 
Aim To review progress of acquisition of new coping skills. 
To engage in redefining life goals and creating a new identity, belief, 
vision etc. 
1. Therapist discuss with the group how their homework progressed (e.g. 
making list of coping statement). Group to share coping statements and 
discuss effectiveness ofthe coping skills over the past week. 
2. Therapist check with group as to what extent they have been monitoring 
their negative thoughts etc. 
3. Therapist lead general discussion of concept of life goals. 
Past goals Future goals 
career advancement take one day at a time 
A grade tennis player develop music ability 
write a novel 
* Emphasise the need for realistic goals. 
* your task is similar to teenagers, i.e., to explore current interests, 
strengths and skills and this process will lead to further 
developments in these areas. 
* Clients to list their current interests, strengths and skills. Discuss 
with group. 
* Group to discuss list of possible future interests in light of needed 
skills and possibility of attainment. 
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* Group to explore present pleasures and brain storm possible 
future pleasures. 
"Tintroduce the concepts of: 
personal action plans (use of daily activity schedule sheet) 
the principles of goal-setting and self-reinforcement. 
Therapist to focus on h o w all the above skills develop a 
sense of self-efficacy —>antidote to depression. 
4. Discuss the possibility of feeling grief due to the disbanding of this group. 
Discuss the possibility of forming a self help group for ongoing contact and 
support n o w that this program is ending. 
5. Discuss personal action plan: 
* general 6 month goals 




SESSION U& 3 
Tasks of session 1, 2, & 3 are to introduce you, the client to: 
* * The idea of bereavement 
* Identify individual pain related losses 
* Identify the emotions clients experience while identifying their losses. 
Introducing Worden's (1982) tasks of mourning: 
* Accepting the reality ofthe loss 
* Experiencing the pain of grief 
* Adjusting to an environment in which individual losses are accepted. 
Working on task 1 - accepting the reality of loss: 
Confront:-
the occurrence 
the permanency and 
the significance ofthe loss so that denial can no longer be used. 
Aim of this session: 
To introduce you to the idea of bereavement, i.e., "a state in which 
the individual has lost someone or something of great personal value, e.g.: 
* Death of a loved one 
* Loss of a relationship 
* Divorce 
* Change of house 
* Anyone/thing that you have been emotionally attached to. 
1. List all the possible losses one could experience. 
2 Introduction to the dimensions of grief, i.e., bereavements are normally 
accompanied by emotional, physical and cognitive changes. These changes are 
interactive and are collectively known as grief. 
3 Now write down one. loss that you have experienced in the past two years. 
Share with group. N o w think about that particular loss in relation to emotional 
responses. 









4 Describe what emotions(s) you are feeling right now as you think of your 
one important loss. 
Homework 
Task - make a "loss list" and record any emotions you experience while you 
doing this task. In the next two weeks w e will work through these losses. 
SESSIONS 4.S.& 6 
Tasks of sessions 4, 5, & 6 are to: 
* Facilitate clients to experience the pain of their grief 
* Enable them to accept the reality of their losses and then 
* Move on to Worden's third and fourth tasks of mourning. 
Working on Worden's (1982) task 2 - experiencing the pain of grief -
Role of therapist: 
* To facilitate expression of feelings using Gendin's (1979) "focusing 
technique" 
* To display unconditional acceptance, empathy, genuineness etc. 
Aim of these sessions: 
* To work through the intense experience of clients' chronic pain related 
grief in the hope that in doing so energy will be released to enable them to engage 
more meaningfully in their rehabilitation program. 
1 * Spend five minutes reading over your "loss lists" then we will share with 
the group h o w you are feeling and what you are thinking right now. 
* Address any confused or ambivalent feelings expressed. 
* Use Gendin's (1979) focusing technique, i.e., close your eyes and allow 
yourself to concentrate on one loss. Allow yourself to feel the emotion that wells 
up. N o w breathe through the pain, just go with the flow of it. Give yourself 
permission to cry if you feel like it. Allow the wave of emotion to flow over you. 
Remember, this is allowing you to begin to integrate the pain of your loss. 
* Group to share with each other this experience. Debriefing. 
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Homework. - During the next week spend a quiet few minutes, perhaps at bed 
time focussing on one or two items on your "loss check list". Allow yourself to 
feel the pain ofthe loss, then record in your diary what you are thinking and 
feeling. W e will be building on this in the next session. 
During sessions 5, & 6 clients continue to "tell their story" and use Gendin's 
focusing technique to facilitate working through their 'losses due to pain' related 
grief. 
In session 6 clients to discuss the possibility of feeling grief due to the disbanding 





SESSION 1, WORDEN'S FOUR TASKS OF MOTTTWTMG- EXPTORTN^ 
R E L A T E D T.OSSFS 
Tasks of session 1,& 2, are to introduce you, the client to: 
* * The idea of bereavement 
* Identify individual pain related losses 
* Identify the emotions clients experience while identifying their losses. 
Introducing Worden's (1982) tasks of mourning: 
* Accepting the reality ofthe loss 
* Experiencing the pain of grief 
* Adjusting to an environment in which individual losses are accepted. 




the significance ofthe loss so that denial can no longer be used. 
Aim of this session: 
To introduce you to the idea of bereavement, i.e., "a state in which 
the individual has lost someone or something of great personal value, e.g., 
* Death of a loved one 
* Loss of a relationship 
* Divorce 
* Change of house 
Anyone/thing that you have been ejn£iimiaJly_altache±toi 
1. List all the possible losses one could experience. 
2. Introduction to the dimensions of grief, i.e., bereavements are normally 
accompanied by emotional, physical and cognitive changes. These changes are 
interactive and are collectively known as grief. 
3. N o w write down one loss that you have experienced in the past two years. 
Share with group. N o w think about that particular loss in relation to emotional 
responses. 









4. Describe what emotions(s) you are feeling right now as you think of your 
one important loss. 
Homework 
Task - make a "loss list" and record any emotions you experience while you are 
doing this task. In the next two weeks w e will work through these losses. 
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SESSION 2 
Tasks of session 2 are to: 
* Facilitate clients to experience the pain of their grief 
* Enable them to accept the reality of their losses and then 
* Move on to Worden's third and fourth tasks of mourning. 
Working on Worden's (1982) task 2 - experiencing the pain of grief 
Role of therapist: 
* To facilitate expression of feelings using Gendins's (1979) "focusing 
technique" 
* To display unconditional acceptance, empathy, genuineness etc. 
Aim of these sessions: 
* To work through the intense experience of clients' chronic pain related 
grief in the hope that in doing so energy will be released to enable them to engage 
more meaningfully in their rehabilitation program. 
1 * Spend five minutes reading over your "loss lists" then we will share with 
the group h o w you are feeling and what you are liiinking right now. 
* Address any confused or ambivalent feelings expressed. 
* Use Gendin's (1979) focusing technique, i.e. close your eyes and allow 
yourself to concentrate on one loss. Allow yourself to feel the emotion that wells 
up. N o w breathe through the pain, just go with the flow of it. Give yourself 
permission to cry if you feel like it. Allow the wave of emotion to flow over you. 
Remember, this is allowing you to begin to integrate the pain of your loss. 
* Group to share with each other this experience. Debriefing. 
Homework- - During the next week spend a quiet few minutes, perhaps at bed 
time focussing on one or two items on your "loss check list". Allow yourself to 
feel the pain ofthe loss, then record in your diary what you are thinking and 
feeling. W e will be building on this in the next session. 
During sessions 3 & 4 clients will continue to "tell their story" and use Gendin's 
focusing technique to facilitate working through their 'losses due to pain' related 
grief, where appropriate. 
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SESSION 3 R E L A T I O N S H I P B E T W F . F N T H O U G H T S A N D FF.FT.TMOR 
Working on Task 3 of Worden's Grief Model. 
Adjusting to an environment in which individual losses are accepted 
* Cognitive restructuring 
* Redefining life goals 
* Developing new skills. 
Aim of this session To introduce clients to cognitive therapy. Session 1 and 2 
focused on feelings, this session will focus on thoughts. 
1. Therapist to spend a few minutes facilitating clients to share with the 
group their diary entries (homework for session 2). 
Point out to clients that they have control over the amount of self-
disclosure they engage in, i.e., they are not obliged to "tell all" - just share what is 
comfortable for the client. 
2. Remind clints that the previous two sessions focused on their feelings. 
This session will focus on our thoughts. 
3. Therapist briefly outline cognitive theory and techniques 
(knowledge=control). 
4. Introduction to the relationship between our thoughts, feelings and 
behaviours. 
* Your brain receives and processes messages or thoughts in the cerebral 
cortex (centre for learning and cognition). 
* Your emotions are processed in the limbic system (mood centre). 
* Messages flow back and forth through the Hypothalamus) (pea-sized 
gland at the base ofthe brain). 
* The hypothalamus regulates the Pituitary gland, which controls your 
adrenalin flow etc (see diagram of brain). 
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*Mind-bodv interaction (h^r^rt^m\ i00p) 
„-7 thoughts (cortex) 
feelings (limbic structures) 
behaviour 
mind-body interaction is circular 
*Example of mind-body interaction 
The pain message travels up the spinal cord through the hypothalamus. 
You think > "I hate this pain" (negative thought) 
You feel > angry 
> depressed 
>perhaps hopeless (negative emotion) 
You think > "I may never get well" 
You feel > afraid 
this fear activates stress response 
muscles constrict in anticipation 
muscle fatigue and cramp 
Is . 
more pain 




Briefly discuss the Gate Control Theory (Melzack & Wall, 1975). 
Sometimes it is difficult to separate out which come first: 
your negative thought 
your negative feeling 
your pain. 
THEREFORE we need to intervene somewhere. 
5. * Today we will focus on your N E G A T I V E THOT T G W T S based on the 
assumption that if we can change your negative thoughts to positive ones your 
feelings will improve and your pain may become more manageable and even 
reduce. 
6. * To what extent do you identify with any of the following typical negative 
thoughts: 
* I have no control over my pain 
* I'll never get better 
* This may get worse and I may go mad 
* Why did this have to happen to me 
* I should have got better by now 
* I'll never work again 
* Nobody understands my pain 
* I'll never enjoy life again 
* It's all my (job's, boss, doctor's, family's, spouse's) fault that 
I'm like this 
* It's my fault that I'm in this mess 
* Life is not worth living if this pain continues. 
Group to discuss the above negative thoughts. 
H O M E W O R K : Fill in this self-momtormg sheet daily for the next week. The 
purpose of this sheet is to give us some information about how you feel and think. 
W e will discuss some of your entries next session. 




SESSIONS 4 C O G N I T I V E RESTRIJCTT TRING SKTT .T .S 
(Adapted from Catalano, 1987) 
Aim To introduce clients to the skills of cognitive restructuring 
"Negative thoughts are part of a downward spiral typical of depressed tMnking. 
Once these thoughts start their momentum carries you down and down towards 
despair, unless you do something to break out ofthe pattern." 
(Beck, 1976) 
"Your thoughts create your emotions, that is, your perception of a situation 
determines your reaction to it what you thjnkbecomes what you feel." 
(Ellis, 1973) 
1. Group discussion ofthe above statements (purpose- to help clients engage 
with their negative thoughts and ventilate emotions associated with them). 
2. What can we do about such negative thoughts? 
Introduce clients to the idea of cognitive restructuring, i.e., you can learn to 
change the negative internal monologue that leads to your anxiety, anger and 
depression. Such emotions make your pain worse. 
Therapist to give examples. 
Using clients' examples, (off monitoring sheet) continue to discuss with 
the group ways of restructuring the "thought" component. 
HOMEWORK- Clients to continue to monitor their feelings and thoughts on 
sheets. 
SESSIONS 5 EIGHT STYLES OF NEGATTVE THTNKTNG-
ABC MODEL FOR MANAGING CHRONTC PATN 
(Adapted from Catalano, 1987) 
1. Introduction of "Eight styles of negative thinking" (Catalano, 1987). 
Group to discuss to what extent they identify with any ofthe negative 
thinking styles. 
Ask clients to use examples off their self-monitoring sheet to see if they 
can identify examples of negative thinking patterns. 
2. Three methods of replacing negative thoughts: 
* Thought stopping 
* The ABC Model 
* Stress Inoculation. 
Discuss with clients the following: 
* A is the activating event e.g. a sharp muscle spasm in your back. 
* B is your belief system- what you think e.g. "I can't do anything, life is 
not worth living, I'm useless." 
* C is the consequences- what you fgel e.g. "I feel frustrated, guilty and 
depressed." 
* D is the way to "dispute" your negative thinking (which has lead you to 
feel bad." 
Therapist and clients to work though examples. 
3. Introduce clients to 'stress inoculation'. 
Basic tenants of stress inoculation: 
* Sometimes you experience waves of strong painful emotion that 
well up before you can "dispute" the negative thoughts that may have caused it. 
Sometimes these emotions quickly overwhelm you What can you do? 
* A psychologist, Meichenbaum (1977), has developed a technique 
called stress inoculation to help people cope with overwhelming feelings. 
* First you leam to recognise the early signs of a strong emotion 
arising, (self-monitoring). 
* Next you start talking yourself through the wave of painful 
emotion using prepared coping statements This is called self-instruction 
Because you do not have time to think when overwhelmed by powerful painful 
emotions you have your thinking pre done! 
Therapist to give examples of coping statements: 
"Breathe slowly and deeply, consciously relaxing, sagging your 
body. Breathe in...out...in...out etc." 
"Breathe deeply, let go, let your shoulders, (forehead, stomach etc.) 
go-
Clients to write some statements for themselves, targeting their own 
specific areas of tension. Share with group. 
Clients n o w write some coping statements e.g., 
"I'm breathing deeply, my body is sagging, my back is warm and 
floating." 
"I will survive, I have survived before." 
"When I detach myself I know I'll get better. I must remain calm 
and patient." 
HOMEWORK 
Clients to check their self-monitoring sheets and try to fill in the 
'restructured thought column'. 
Clients to practise coping statements during the week. 
SESSION 6 R E D E F I N I N G LIFE G O A T S DEVF.T Q P T N G x r e W 
SKILLS A N D P L A N N I N G F O R YOTJR FTJTTTRF 
Working on task 3 and 4 of Worden's Grief Model- withdrawing emotional 
energy from sustaining the role ofthe "sick patient" and reinvesting this energy in 
the tasks of: 
* Redefining life goals 
* Developing new skills 
* Adjusting to the present environment and looking creatively 
forward to the future 
Aim; To review progress of clients' mourning, of past losses in context of their 
chronic pain. 
To review progress of acquisition of new coping skills. 
To engage in redefining life goals and creating a new identity, belief, 
vision etc. 
1. Therapist discuss with the group how their homework progressed (e.g., 
making list of coping statement). Group to share coping statements and 
discuss effectiveness ofthe coping statements over the past week. 
Therapist check with group as to what extent they have been monitoring 
their negative thoughts etc. 
3. Therapist lead discussion on Worden's model of adjustment to loss-discuss 
where individual members are at in their 'pain journey'. Some clients will 
feel ready to begin to redefine their life goals. If some clients are still in 
Worden's mourning stage this is O K - the program will give them the 
necessary skills and insight to use when they feel ready to work on their 
future adjustment. 
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4. Therapist lead general discussion of concept of life goals. 
Past goals Future goals 
career advancement take one day at a time 
A grade tennis player develop music ability 
write a novel 
* Emphasise the need for realistic goals. 
* Your task is similar to teenagers, i.e., to explore current interests, 
strengths and skills and this process will lead to further 
developments in these areas. 
* Clients to list their current interests, strengths and skills. Discuss 
with group. 
* Group to discuss list of possible future interests in light of needed 
skills and possibility of attainment. 
* Group to explore present pleasures and brain storm possible 
future pleasures. 
* Introduce the concepts of: 
-personal action plans (use of daily activity schedule sheet) 
-the principles of goal-setting and self-reinforcement 
-therapist to focus up how all the above skills develop a 
-sense of self-efficacy —>antidote to depression. 
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5. Discuss personal action plan-
* Daily/weekly goals. 
* General 6 month goals. 
6. Discuss the possibility of feeling grief due to the disbanding of this group. 
Discuss the possibility of forming a self help group for ongoing contact and 
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